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Liver cirrhosis Jl j-o j-ols JJI 
Biliary cirrhosis Jl 

Bililary Cirrhosis 

biliary cirrhosis Jl 
Prolonged biliary obstruction cirrhosis ^xsu 

biliary obstruction JI3 

: (Jl 1^3.0,40^0 

Primary • 
Secondary • 
primary biliary cirrhosis Jl ^J5o^ U^l JJI 

secondary biliary cirrhosis JI3 

Lxm) ^d^j&O JJI Olp-l^JI 

555 secondary biliary cirrhosis Jl yL*J *Jjb ^jlo jl^ 
obstructive jaundice Jl yL*J ^oiJ ^ 

555 blao 

biliary atresia „ stricture „ gall bladder stones Jl ^ JJI 

555 V ^3 6^ ^1 

primary biliary cirrhosis Jl J^ ^J5o^ 

„ lu^ JJI b 

Primary biliary cirrhosis Jl 
uum) l^J ^3jao jLo (jis^ primary 4-©J5 „ l^-o-^l j-o 
55 Iaj 4jI 3j3-o J \jllL> 4J5LLtl 
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Fig. 7.29 Clinical presentation of gallstones. 



© blx-o fjaj 

hepatic lobule Jl la 

Portal area Jl ^ 
hepatic artery Jl ) l^s 

central vein <us La 
Hepatocytes Jl ^ 



555 dj\ J aJSLUI Primary biliary cirrhosis Jl J 
555 4jI J ^ilSLLo Primary biliary cirrhosis Jl J 

Portal area Jl J 21&m 

555 portal area Jl J Jl^j JJI 4jI 
bile duct Jl ^Jl^ granuloma Jlom 

Portal area Jl J 
bile duct Jl granuloma Jl^uj 

fibrosis y heal Cj granuloma JI9 
healing by fibrosis l^La^j 
bile duct Jl JJ&us 
555 blao 

primary biliary cirrhosis Jl J 41SLUI ULj 
bile duct Jl ^Jl^ granuloma <j&zj jl 
portal area Jl J 

And this granuloma heals by fibrosis 
Causing obstruction of the bile duct 

„ li> JIJ^ 

555 granuloma Jl J^u JJI 4jI 
auto immune disease : l^tS 

environmental elements <us jl : i^tS <us 

viral infection ^i** 
not has been recorded b 6^ 



It is auto immune process 
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clinical picturesjl 
W W l^A clinical pictures Jl 

„ 5jSi J* 

6 MCQs Slio J)$s* l^J primary biliary cirrhosis Jl c&\z> h^J\ 

6 MCQs l^J 4^ 

blaa l^jS^S „ ^i»> jljJ* 

Primary biliary cirrhosis Jl 
: oU^-ojxo 6^ Jl ^u.Juru „ clinical pictures Jl 
obstructive jaundice „ ^Ljy/yi ^5^1 • 
cirrhosis „ 4^oj?4,I • 
auto immune „ 4i)lifl 4^oj?4,I • 

555 ^S 3 ) b bl« 

55 &$asxa ^ U Jl ^jllj jLsJI „ clinical pictures Jl 

55 ^^1 

obstructive jaundice „ ^Ljy/yi ^5^1 • 
cirrhosis „ 4^oj?4,I • 
auto immune „ 4i)lifl 4^oj?4,I • 



obstructive jaundice Jb <|JCujl& 
primary biliary cirrhosis I&jo^ JJI &Lx)l JsJj J^l 

Arthalagia and fatigue 

fatigue JI9 arthalagia Jl 
females Jl J Non specific &>b* 

fatigued bt&o JJI middle age Jl females Jl J5 ^i** 

555 ^ 

fatigued l$£^ middle aged Jl females Jl J5 

fatigue Jb qSAS 
Middle aged pSJS 

fatigue ^JS^ 
Non specific &>b* ^i** 

( JW ) P^uitis Jl &Lx)l ^550 JJI ^ 
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Primary biliary cirrhosis Jl 
obstructive jaundice J) manifestation Jl &$asxa J3) 
arthalagia Jig fatigue Jl „ jLsil l^j JaA> &>b* J3I „ J/VI J 

„ j^yi $ b 

arthalagia Jl ^3 fatigue Jl j-o l^Jb ^j^L-o ^ 
common presentation ,$s 

females Jl J5 J 

Pruitis Jl j-o l^Jb ji^b ^jclj 
ctojl^ female Jl Js. jaundice Jl j^k* U Jos vSJ^ ( ^ ^ ) Pruitis Jl 

„ 4b*3>& j$2Sa J3I ^Xsj 
fa JlL> J325a „ *b JlLpJI J5^>i 
Pruitis j-o JoiJ jU^ 
555 V ^3 ^5^o 

obstructive jaundice gjo^ JJI jLsJI „ 4JUI 

clay colored « stool Jl j-o dl&zJa* 
dark UL^ « urine JI3 
Obstructive jaundice <|) <$j 55 ^ 

» j US' 

obstructive jaundice djo^ <us ^ U 
steatorrhea « malabsoprtion djo^ liLy* ULj 

55 4jJ ^3 ao* jLo 

„ bile j^aa 3^ Lo 
fat absorption jl&a ULj 
steatorrhea 1% 

failure to absorb fat soluble vitamins Jlo*** 3^41 
555 fat soluble vitamins Jl 

jusyi 

AKED 

5555 4jI Jaa> vitamin A Jl 
555 4jI Jaa> Vitamin A deficiency 
ji-ol I433J conjunctiva Jl J JaB 4^3 „ Keratomalacia 
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conjunctiva Jl J Keratinization ^ &jt** 6* 

555 keratin 1&J conjunctiva Jl ^ 

J if 

Vitamin A deficiency ^jo^ JJI OryLsJI 
conjunctiva Jl J keratinization ^JL^j 



555 JIj 4jJ3 
hyper keratosis ^JL^ 
skin Jl J 

night blindness 

555 4j| J**> Vitamin D deficiency 
Vitamin D deficiency 
osteomalacia dl*su 



55 Vitamin E deficiency 
impotence J**^ 
cerebellar ataxia jut^l 

Vitamin E deficiency 
cerebellar ataxia dlU&> JUt^l J 
Lymphocyte dysfunction $ impotence J-o^jL5JI 

vitamin K deficiency Jl 
bleeding tendency Jaa> 

555 jryo 4£>$asxa „ J3I ULj 

obstructive jaundice Jl &$as*a 

„ pruitis y <|JCU^ 

dark « urine JI9 clay colored UL** stool JI9 

55 V ^ 

steatorrhea L>jo^ 6*^3 
vitamins deficiency 6*^3 



cirrhosis Jl „ ajlifl 2*3*0641 
manifestations of liver cell failure I&jo* &LxJI 

portal hypertension 3 
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auto immune Jl „ 4i)l£fl Zz$As*i\ 
„ Clubbing 

clubbing l^^o J autoimmune ^jo^ \JL t j 

Other auto immune features ^jo^ 
pernicious anemia „ Vitiligo „ Addisonian ^jo^ ^3 ^>5Lo-o ^jl** 

other auto immune features ^lao 
Interstitial lung fibrosis 
auto immune features \$1S 

555 y y^ ^5^o 

InvestigationsJI 

Obstructive jaundice I&jo^ Ia*** £LsN &>b* J3I 

555 4jI I&jo^ ^yj* 
555 obstructive jaundice Jl j^uLo JJI 4jI 
55 y y^ W JU alkaline phosphatase Jl jl&^I 

„ JU- ULaj U5S jLo 
13 Jl 3 j-o W3S3 
30 Jl 13 3 

Obstructive jaundice « 300-0^)3 

alkaline phosphatase Jl 
Gamma G.T. JI3 
obstruction b „ £93331 *>J^ 

obstruction Jl jU^ 
MRCP 3I,, ERCP 3UPTC J^6^-o 
555 y y3 obstruction <us j\S 131 «J$£3 jU^ 

„ 5j3l& 

obstructive jaundice 4^3) 
stercobilinogen 4i ULu* stool Jl l&j 
Urobilinogen ^3^0 urine JI3 

Liver function test JJ investigations jU5 J-o5^l& 
investigations for portal hypertension 3 
Investigation for the cause 3 



anti mitochondrial antibodies 1^1 „Iju> Io^a antibodies ^jo^„ l& auto immune Jl 
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Anti mitochondrial antibodies 
qptcszJl j-o 90 % (J 6^5^-5^ 
Ig M antibodies 

Mitochondria of the hepatocytejl directed against \M$ 

55 £-0)3 555 V ^3 
MCQ 211*1 l^J &s 

Anti mitochondrial antibodies 
antibodies « Ig M UL^ ^ JJI 
J^a Cfc$L«M J Directed against mitochondria 

very common \3Lz> 
GifWI j-o 95 % 

0U5 anti nuclear antibody ^jo^ lico oUL jl J^um b 

555 What is your treatment 
obstructive jaundice Jl ^xsu 

555 £Ss\ b <bb JoAaj &LxJI 

Pruitis 

Cholestyramine <u-J « bile salt chelating agent t&Jtf d&\> Pruitis Jl J1& ^>5Lo-o ) 
Ursofalk £$-Jl J <u-J - ( Ursodeoxycholate ) ju^I dJ£ 

( anti oxidant jUS^ bile salt chelating *kjJl 

obstructive jaundice Jl jU^ J^a crul^JJI 

555 J5ASI5A 

anti histaminic jU5 I^jlu* 

Liver cell failure Jl 
Portal hypertension Jl ^t*^ 

555 4j1 J J dJio autoimmune 

cortisone Jl 

Which is absolute contraindication 
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555 dJ 

Osteomalacia I&jo^ & £LxN 
vitamin D Jl ja&> 
osteoporosis l^U^ cortisone jU5 L>) I420I 3) 
!!! Sj4>b I^aIj^ <L^J £oyLo J l^k^-j Lo !!! 4-J 

Immune suppressive £Jtf,fcl* 
cyclosporine „ Azathioprine l^al ^al 

corticosteroids 



And finally 
Liver transplantation ^Ii^jj* 

Liver cirrhosis Jl J ^^u^ JJI 

Primary biliary cirrhosis • 
Haemochromatosis • 
Wilson • 



chronic hepatitis Jl £3-0$* & *J5oi& 



Chronic Hepatitis 



chronic hepatitis Jl 
555 4jI ^xsu hepatitis loJS La&l U^l 
Inflammation of the liver 
555 chronic hJSs 
More than 6 months 

liver Jl J Inflammation ojs 



555 Liver Jl J ^> j6) inflammation Jaa> ^>5Lo-o JJI <b) 

Hepatitis B, C and D 

55 y y 5 do* «j2ud 

auto immune hepatitis t^l &>b* O3SU ^>5Lo-o 
alpha methyl dopa Jl drugs \L3 jySU-o 
alpha one antitrypsin deficiency 1% ^>5Lo-o 

555 blao 555 
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etiology Jl ^ j^l o^h chronic hepatitis ^jo^ JJ\ c^LsJ) 

Cu\j \Luj pathology Jl 

chronic hepatitis Jl etiology Jl ^ o^h 
Co\j UL-o ^pIi* pathology Jl 

Cutf 12^ pathology Jl 
Mild form <us • 
severe ^ • 



„ Mild Jl jaJ I^Jlsj 
555 4jI ^ 3jU Mild form Jl 
Hepatic lobule Jl jl o^jb l^! 



portal area Jl l^c-J &>b* <us 
Portal area Jl 

( bile duct „ Portal vein „ hepatic artery ) 

central vein <us \Luj 
55 hepatocytes Jl j-o columns $ 



chronic hepatitis Jl J 
^ccuJI ^ jiajJI mild form Jl 

infiltrated by lymphocyte portal area Jl 

Portal area Jl 
infiltrated by lymphocyte ULja 

Periphery Jl J JJI Liver Jl 
apoptosis l^JLa^ Periphery Jl J JJI 

„ 4J5ko hepatic lobule Jl c^b edges Jl 
piece meal necrosis ^5^0 
piece meal necrosis 1^1 
555 blao 555 hy\Ss 555 ^13 

Cu\j \Luj Pathology Jl „ etiology Jl ^ o^h chronic hepatitis Jl J „ Jli%9 

— — ^ f pa g ei9 > |^-— — 
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mild form Jl %\i> Pathology Jl la 
Mild form Jl £b pathology Jl 555 blao 
etiology Jl ^ J^M o^h 
ojS J-ob ^jbjiaJLo mild chronic hepatitis ^jo^ JJI OryLsJI JS 

asymptomatic 13^ ^153 

55 4jI Mild phase Jl J 3^3 
Asymptomatic 

( Mild phase Jl ) asymptomatic « chronic hepatitis B Jl 

( mild phase Jl ) asymptomatic « chronic Hepatitis C Jl 

asymptomatic 

splenomegaly 3 shrunken liver 3) „ shrunken liver 3) „ hepatomegaly Cu3J 3) „ 4sjt*a)b \$&u&j 

Mild phase Jl J 3^3 
555 V ^3 ^3^0 

„ t& severe form Jl Jj>jj 
: J^tf li*^ jiajitl severe form Jl J 
piece meal necrosis <us „ Mild Jl <|j 
lymphocytic infiltration of the portal area 4-33 

55 Mild Jl Ub SabjJ) 4jI 
JUI central vein JI3 central vein Jl ^ fibrous mass <us jl 
central vein JI3 Portal vein Jl U fibrous bands 4-33 
JUI Portal vein JI3 Portal vein Jl & L03 

fibrous tissue 4-33 
Hepatocytes Jl hs** 
( 3^3 JSL* Js- ) rosette 1*3-0-0-0 

severe form of chronic hepatitis Jl lio 
infiltration of portal area by lymphocytes JI3 Piece meal necrosis Jl Jl 4sU>Vb features Jl ULja 

JUI Portal vein JI3 Portal vein & U fibrous band O3SL0 
( Porto-central ) central vein JI3 Portal vein Jl & L03 

central veins Jl U 4-33 

hepatocyte Jl 4^3^-0 bands <us 
rosette 
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555 V cells Jl J degeneration La <us 

555 y ^3 regeneration 4^3 

55 y ^3 fibrosis 4^3 

cirrhosis gjo^ jLsJI l£u 
cirrhosis yi ^ U severe form of chronic hepatitis Jl 1% 

severe form Jl J3 

Portal hypertension 3 manifestations of liver cell failure gjo^ dJ^jt jLsil 

55 ^3^Lo 

„ a dhJ$$ 3) 

chronic hepatitis CJI c&kj clinical pictures Jl : J3S 

chronic hepatitis C jL^ 
asymptomatic \Luj Mild phase Jl J j/yi J J3&& 
shrunken liver and splenomegaly „ shrunken liver „ Hepatomegaly gjo^ jl 4sji*a)b ^L2o$u3 

severe form Jl J <j2ck> U 
manifestations of liver cell failure gjo^ ULia 
Portal hypertension 3 
555 

55 clinical pictures of the cause Jl 4jJ : 

^j*uAa : 4)3^ 
55 J3^^ b 4J : dJ^) 

acute attack j^^io 4^ b Hepatitis C Jl J^l : J3& 
anicteric ^oiaao acute attack Jl 
ojS Jos Hepatitis C <i% 431 History o^ju^ jLo 

555 Hepatitis C 431 ^lj) vJjsias : eU3%& 
Other associated extra hepatic manifestations al*© ^ai* bl* : J3&& 
glomerulonephritis „ cryoglobinemia at&o 

55 £-0)3 55 V ^3 ^3^0 

55 chronic hepatitis B Jl c&kj clinical pictures Jl J3& ^ 

„ ^ISJI L> *^i) u^jb 
555 4jI Ia^ Mild phase Jl J 
Asymptomatic 
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( jJiib GULL?- tija) J5 131 y, 4SJua)l 4-oJ5 j-o J-taSl IjJtS ) 4SJufiJb uLfuSu^ 

shrunken liver and splenomegaly 3! „ shrunken liver ^\ 3) „ Hepatomegaly 
Manifestations of liver cell failure ^xjjj „ severe form Jl J Jj>ju jls^ 

Portal hypertension JI3 



„ hepatitis B Jl 

History Jl Hepatitis B <i% jLsil jl J^l ^>5Lo-o 131 
History of jaundice ^jo^ ifi^ 

icteric l%> hepatitis B Jl 

auto immune JJ lib 
Lupoid hepatitis $3-0-0-0 lyll jlllllLoj auto immune Jl 

Lupoid hepatitis 63-0-0-0 15311 
systemic lupus Jl yj j^Lo**** disease Jl jl „ Sj£S UU> 

auto immune hepatitis Jl jl qjjS\s \$j\S 
systemic lupus Jl j£ j^Lc***** 

dJu^^J J*a^j j^omO 431 g-«aj| 
55 V ^3 J3ASI3A 

auto immune jl J ^uj clinical pictures jl 
Mild form Jl <us \JL t A 
Asymptomatic 

manifestations of liver cell failure Jl gjo^ 1% oi^HS 

Portal hypertension Jl 3 



555 clinical pictures of the cause Jl 4jJ 
„ auto immune Jl jL^ 
Other auto immune features at&o l%& 
Systemic lupus, auto immune thyroiditis, interstitial lung fibrosis, Addisonian, Pernicious anemia 

Other auto immune features 
555 ^3^JL© 

females Jl 

auto immune hepatitis Jb JJI 
disease Jl J <L*3 L>jlo JU33 431^* L>j 

^ f PagellZ^^—- 
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ten ages 5) Perimenopausal disease Jl jl 

3jru5 ^ $jr^-^ uA9 Cclli 3J 

investigationsjl 
555 Investigations Jaa> jjU j& 

typical « cirrhosis Jl 
Liver function tests Jaai& 
Investigations for portal hypertension $ 

555 1& Investigations for the cause Jl 

Hepatitis C 
positive RT PCR 
Hepatitis C antibodies Jl 

Hepatitis B Jl 
hepatitis B surface antigen 
Hepatitis B core antibodies ^J^s 

555 hepatitis B surface antibodies Juti^ 4J 

antibodies <us j'V 

!!! chronic hepatitis gjo^ ^Ijl liu 
555 V ^ 

55 Sytfa b 

hepatitis B surface antigen gjo^ jLsJI 

hepatitis B Core antibodies $ 

555 hepatitis B surface antibodies Jl 

hepatitis B surface antibody Jl j'V 
cjL?- jLxJI jl IaIlslo ^5^-3-0 3J 
55 V ^5 ^5^0 

chronic hepatitis gjo^ liu ^Ijls 

M jl 555 £-0)3 



loiJJI J £oj) ^jo^ b) dl$&itt> auto immune hepatitis Jl c&\z> &Lx)l 
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auto immune hepatitis Jl 

„ loiJJI J £oj) gJJs> b) : ^5^1^ 
„ loilil J d-ojl ^JOs- b) 

anti nuclear antibodies 
antismooth muscle antibodies ^jo^ 
Liver kidney microsomal antibodies 3 

© loiJJ) J ^Loj^l ^3 ^JISJI ^ 4<kbJI 4jI ^jfcls jLo yLiJI 

anti nuclear antibody « b) 
antismooth muscle antibody « £oj! 
/iver /cidney microsomal antibodies « loiJ 

antibodies Jl jU5 ^ 4^ 
antibodies against soluble liver antigen <t^\ ^jo^ ^3* 

Soluble liver antigen 

antibodies 
auto immune Jl J 

„ ^SJb lyJ^- 3) 

^3! b cirrhosis VI U chronic hepatitis Jl 
^3! b^„ cirrhosis VI 3^ U chronic hepatitis Jl 

^^l 

555 g^bzj ^ 
© dsx$\sA <g\j* LJ Lo 4jbl3 

treatment Jl J „ ^SJb 13^ 
mild phase Jl J treatment Jl 

„ Once 

severe phase Jl J Jj>a jLsJI jl 
cirrhotic l& „ j£^L> 
cirrhosis 431 ^ J-oUi^ 
Liver cell failure Jl £>U « t^^U ai^>tl 
Liver transplant JI3 Portal hypertension JI3 

^±l> ^>5Lo-o « Mild phase Jl J 
-— ^fTage [14 
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• • • <|L3! JH^j 

corticosteroid ^jiii « auto immune 3) 
Mild phase JJ J ^ 3) 

Mild phase JJ J ^ 3) 
corticosteroids ^jiii « Auto immune 

t^jib l»Ja corticosteroids Jl 
J ^ JSJ J* 1 « l^l dose Jl 

Loading dose „ J/VI J ^Jib 
J-o 30 Sab lij 

J-o 15 J « dose Jl JJa> oi^s 

corticosteroid ^jj j«a&3 
qU-a> 3 Jl 6 



corticosteroids Jl j-o side effects ^JLom JJI 3! „ corticosteroid JJ j^lai^ JJI jLsil 

other immune suppressant Jl ^Jlb 

555 <bl 5^ ^1 
Azathioprine 

auto immune Jl b 
mild Jl J 4i5 6d f^SJl „ eUb j£ 

„ Once 

severe form Jl J Jj>a jLsil jl 
Liver transplant Jl J&> Jj>ji& „ 4J £>U j^juaLo 

55 y ^9 ^5^0 

„ Hepatitis C Jl 
55 mild Jl J ^Ijl 6lao j-ols^ Hepatitis C Jl 

Interferon ^Jib 

Mild form Jl J 3^3 ot&o J-oUxb Hepatitis C Jl 
^ f PagellS^^—- 
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replication of the virusjl <J&&> 

555 <|ljl 

!!! i^ljl 4^35^ !!! ^Jilo ^cauutJb djjyo^j 
©go home © RNA „ DNA 



!!!! 4-J3JI t^/>^> JiJ^i^M 

jj5^l 6 J&> JJI oLo>ail go Interfere y 
!!! (^jiao ^ijr^li 4l>j dlta^j !!! < *V 2 ^ lK9j£^ interfere y 



immune reactionjl JJLio 

555 iJliN 4^l^Jl3 
^LiaJl 4guuLo jAs> b) 

„ ^4>) 
^^Ja £>l£) „ iVj! b 

mechanism of action of interferon Jl 

© unknown 

mechanism of action Jl 
interferon Jl 

Unknown 

!!! ^Ijl dj^Ltt bl !!! 63^33 1^1 JJI ^jrtojfcls 1^1 „ ^5cLoi> 

55 virus Jl <jLo : 

6l : 

55 4-J3JI 

6l : 

j^jriiGyi : Jls 
555 jjJl«j3 J3-a „ ^Lo : 

4J3JI I5P- g9jij : eUls 
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„ 4*SJS b ^-JLc- jLo b! 

© (5>&> Lo 

„ ^9 b ja> 

4^llJ function Jl ^99^5^0 jLo J^jr^iOyi „ (jJbl b ja* 

Human Jl J ^L&J function Jl j^jGyi 
Immune system JJ inhibition J-©j*> 4j) 



immune system JJ suppression Jaao interferon Jl 

„ Lymphocyte Jl ^ v ' rus <-f J ^ l£l£JI £^ ^! JU^I : I9JI3 

„ cr^j^ ^J^N ^5-°^ Virus Jl : U5S L^l 

g9jij Lo 4jLrJ b^l replicate S^l 431 • 
1^oj>1^ immune system J Is „ 4J3JI wall Jl Js. <^u> antigen 431 3) • 

: I3JIAS 

Immune system Jl gu^ jijr^joyi 

b^JiiJI 431 

viral replication Jl gu^ dsj&jtW 

yy < r *JiS 

555 viral replication Jl 

We have no idea 

is not clear 4i^b mechanism of action Jl jsjsjtiW 

yy 69-oJiPuuJ Lo J9I <J$j&j&)l\ 

subcutaneous £$+J<l\ J olj-o 3 4jjoj US' 
mild only Jl crybsJI J 4jjoj LS^ 

555 mild 431 ^xsj^ JlA 
yy 4JU Liver enzymes Jl ^hjt 
Mild Jl £b jiaJLtl ebj5J biopsy JI3 „ ^ jJI J virus JI3 
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Liver Jl j-o biopsy j&b ^ 
blood Jl RT PCR J^d 
liver enzymes Jl <J$&> ^3 

^5^yi J olj-o subcutaneous 4jjoj 

4^ 40,000 « 4iil5o jtf course Jl 
25 % « success rate Jl 

J3jr^9jGyi I^Jt^Lo JJI (jisw 

25 % « success rate Jl 
4^40,000 «U&J\ S 
J5^> 6-4 3j4> J^t^i 

„ lib JIJuJI 

555 JJi success rate Jl J$s cryLaN 4J3 555 JjJu jLdlo „ ^cJs 

: eUls 

£3^a&l ,J olj-o 3 ^Jib L^l JUi^l „ JJs success rate Jl 
Juu) tekj level Jl „ osj&jtiW ^jo* U CJI 

iS$$$\ jB 4-oU)l 4£jJ*J) sls^o J^- 

4-JbJI 4Pjj>JI ^Jtf qjAsjs 

Level Jl J fluctuation Jl : dJ\s 
replication between doses « virus JJ 

JJs success rate Jl Jls^s 

» 

555 lib 4jI JasJ lMH^ 
Culi interferon level Jl 
in between « replication of virus Jb j\As> 55 

Pegylated interferon 1^1 &>b* gitas 
( Pegasys ) &$*J\ J ^u^l 3! 
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( Pegaasys Jl 3) ) Pegylated interferon Jl 
sustained « level Jl J^j$ „ £&J<I\ J 5>o j^ko 
60 % tijj success rate Jl 

Js. success rate Jl 
60 % \h 3 



„ jUS success rate Jl jU^ 
( Ribavirin ) Viracure <lq*J interferon Jl 

success rate Jl jU^ „ o:> ^jJI ^ ju>ti> jijr^jGVI 

hjcS side effects 4J 5>£S Js. interferon Jl 

bone marrow depression Jl • 

Thyroid dysfunction • 

Muscle pain and arthalagia • 

( ^ js* Ju>l9 jLsil ^jisu flu like pictures l&^a-o-o ) Generalized fatigue • 

d-o-top^ „ jIJloj^ CJI jl ^jupOj „ $y Jt£-ta U Urla 

bone marrow failure „ joint pain 4^3 

55 bone marrow failure Jl j&s 
Thyroid dysfunction 

hepatitis B Jl 

555 stage ^1 J 1% jLsil pjV „ £>U ^al jU^ © La J l$*u 

mild stage Jl J 

555 mild stage Jl 4jI 
liver Jl jja biopsy jl^I^ „ Positive « PCR Jl ^Vl^ „ Liver enzymes Jl 



treatment jL^i 
jijr^jGI „ Ij^a J treatment Jl 
30 % « success rate Jl 
Pegylated interferon Jl ^ j& 

hepatitis B Jl ^xsu 
oijJI dc&kj result Jl 



"£&i>p $ " J^ JIS " ail jlapJI : 
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( Xifax ) Lamivudine <to-J *\ s $ olao < r Jo ^jj : dJ\s 
® success rate Jl 
5^ Lo j| j success rate Jl I3& 

Lamivudine ^ju b • 
interferon ^ju b • 

„ combination 
Hepatitis C Jl <jLo 

combination gjjj bS hepatitis C Jl 
osj&jtWs Viracure Jl L» 

hepatitis B Jl J 

oj&>$) interferon ^jj b • 
oj&>$) Lamivudine ^jj b • 

severe form Jl J jLsil 3) 
transplantation ^l*** b 

55 ^1 ^jfcls Jt^ 

„ 5jSi J* 
chronic hepatitis Jl 
cirrhosis ^ 

555 V ^3 ^5^o 

Liver Jl 3i^- „ ^a^M £3-034 bb Lr*^ 

fatty liver <u*J 



Fatty Liver 



ebL^ J L03J b fatty liver Jl 

JuSLfl ^U- J-*o5 3 1 „ JuSJl (^U- J3Jbd 4JLco^uo olsAI) 4joIp3 

juSJI Juu5 „ fatty liver l3.0-u.-u o^iJl £ob 
( JuSJl J-*u5 eU3&> „ JuSJl J J-*u5 jLo ) JuSJl 3) 

JuSJI Js> 3) „ sjS dJl$}$jii 
55 £-0)3 555 V ^3 ^3^0 
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Fatty liver Jl ^JSoJ J«s*j U Jos 
fatty liver Jb l$J 

Steatosis <lq*j 
Steatosis 

hepatocyte Jl 1^ fat bbtL&o „ Steatosis 

555 5^ 
555 4jJ 4q*J b 
Steatosis 

steatosis 4^1 la „ hepatocyte Jl 15^ fat 

55 blao 

Hepatocyte Jl 1$*- hjuS Lobule ULj ^>5Lo-o fat Jl 

^> Js. Nucleus Jl ^ilj Ho 
( signet ring ) ^5^,0^3 
macro vesicular type Jl s^oj la 



555 4jI 4q*J 
Macro vesicular type 

Sjr^o Lobule fat 4-39 
micro vesicular type 

55 ^IIIIIIIU 

Steatosis Jl 1% 
fat in the liver l&t&A 

^> ^ Nucleus Jl asij 3jru5 lobule Jl 3* JJI macro vesicular Jl 

» i 

Sjr^o lobule Jl Micro vesicular Jl 
55 V ^3 b blao 

Just fat in the liver 3) 
steatosis I&^a-o-o 

« by inflammatory cells « infiltration 4^ Cu& jU5 „ Liver Jl JJI fat Jl 3) 
^ f Page[21 > |^~—- 
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4JLp J Lib 
Steato-hepatitis 

hepatoctye Jl JJ\ fat Jl 3) 
lymphocyte « hepatocyte Jl Cu& 
555 ^3 inflammation <us l£u 
steato-hepatitis 4Jb JULxj 

555 V i>3 cruris 
55 ^Jii^oJub b 

steatosis « just fat $} 
steato-hepatitis I2g « infiltration by lymphocytes ala^ fat 

5555 £4*13 

fatty liver Jl Jl* ^JSoJ l& ^jlsaia 
By definition 

Fatty liver is accumulation of fat in the hepatocyte (Steatosis) 

Which is usually macro vesicular type 
Which may be associated by infiltration by inflammatory cell (Steato-hepatitis) 

Fatty liver is accumulation of fat in the hepatocyte (Steatosis) 

Which is usually macro vesicular type 
Which may be associated by infiltration by inflammatory cell ( Steato-hepatitis) 

etiology Jl 

555 fatty liver Jl £b etiology Jl 4jI 

© bias 

„ a JJI Or^-oJSJI J bl^o j^jSj 

( micro vesicular Jl ) 
Reye's syndrome Jl Jl^uj 

555 jU5 4jI g-o J^a^c>3 

Acute fatty liver of pregnancy 

fulminant hepatic failure y jL*J) dJL^ 1^ 
555 4jb jLsil dlL^uj* £>:> 
Fulminant hepatic failure 

555 V ^3 ^3^-0 „ (^JLs^ 5^ <J-^ 

micro vesicular type Jl 1% 
Reye's syndrome Jl Jl^uj 
fatty liver of pregnancy Jl J-^-09 555 bt&o 

^ f PagelZZ^^—- 



IIMIMO 

VATIOIM 



GIT Dr. Shaf3y 



fulminant hepatic failure y jLsdk 

macro vesicular type Jl 

macro vesicular type Jl 
„ 4*\z> etiology Jl 
alcohol Jl £ts)l J etiology j^l 
^LsJl J etiology j^l b 

„ causes Jl '<Lb 

Non alcoholic fatty liver disease j^Is jl^ J j^s^^ 

555 ^jrto ^bJ) J > ^ *» j^l 
Alcohol 
Ujulp jLo la Jlo^JI 4IJ3 
ISoj^ol g$ J „ ^bJI J j^l b 

Non alcoholic fatty liver disease Jl bjo^ j^l U^l 

555 non alcoholic fatty liver disease J*sj JJI 4jI 
hyperlipidemia „ starvation „ Diabetes Mellitus „ Obesity 

55 & 3 ] b blao 

„ Sjl^-I^ Sjl^-I^ ^fcuig 
£05^ obesity Jl 

555 Diabetes mellitus Jl 
555 V Lipolysis J^uJt insulin Joms^ b) 

jrc5 Liver JJ fat Jls 

!!! jrof liver Jl J juJclo fat <us „ Keto acidosis Jl <jLo 

jiajJI joJsj 



„ starvation Jl 

3j-0 17 jauJLoJLO jjJLC-lS JJI CuJ y$ cAt^ -0 » vSi^c » cS^^ ^t^J Sjl^-I^ 
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„ ^uJ Cuts JJI 4JL*JI b 

rapid loss of over weight Jl 
J $LS 25 „ J ^ljj> ^JLl CHj*^ 

jj^> Lo ^JasJI 411)3 „ 43^5^^)! » JlflJjJ) ^*-[J lft-o-**>) 4^-1^- jShj JJ) 

SLpJI stress ^3 ^j* 4JbU jSjj&o JJ) ^1^)3 jLoj jsl Js- j^jJI ^4) 
^5^)3 atherosclerosis &lSo* jLo J5LUI J**^ JJ) 1^ 



„ ^4! 
fatty liver Jl 

Is accumulation of fat in hepatocyte 
Steatosis <l^\ 

accumulation of fat Jl 
macro vesicular 3! micro vesicular liu ^>5Lo-o 

micro vesicular Jl 
fatty liver of pregnancy 3 Reye's syndrome ^U*^ 
fluminant hepatic failure y UL^ 1^ 



macro vesicular type Jl 
alcohol Jl £bJ) J 4J 
non alcoholic fatty liver disease ,j>sJ) £bJ) J L>ju^ 4J 1^ j^l 
Hyper Jl „ obesity Jl „ starvation Jl „ rapid loss of weight l^io^o JJI „ diabetes Jl $>Lz 

fatty liver l^io^ J^^ J5 „ trigylceridemia 

fat JJ Udb ^c?Jl 

Liver JJ £3^ metabolism 4La-^j jU^ fat Jl 
keton bodies O3SU jU^ 
fatty liver djo^ \LuS 

© Li) I^^L) 
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non alcoholic fatty liver disease <lq*j b 

macro vesicular ^ JJI 

asymptomatic jLrJI macro vesicular Jl 
Nothing „ Nothing 

right hypochondrium Jl J UlM> pain y JjuL> ^>5Lo-o 
Liver Jl £b Js-^uSJI J stretch J^ 
right hypochondrium Jl J uLte pain Jaa> ^>5Lo-o „ Liver Jl £b Js-^uSJI J stretch J^ 3) 

( © 0r^i^4>l 0-0 ) GP Jul J 593 jLxil 3J 

© lib (^Ij^- GP 

55 4J 

GP JJ^I> 
Obese otiiJGPJ) 

Ijs>\s „ jLxil GP Jl Lo 555 ^Ijl jLsJI v^LLj^ » v*^ 3 

jLsJI uJl « General practitioner 

^jjuJI 4*i?i3 jl^M „ GP Jl 

chest infection « \3j crepitation „ \3j <i^Jus 

djJoj ^Js> 6Jl>] Jaso jjJl&>5 

!!!! llllb 4j| : J$& examination Jl J*suj 3*5 6*^3 
!!! b 4jI 4-i : 4J3& jLxil 



SJl^I^ £iLJd : 4J3&GP Jl 
55 b duS : dJ$£j jLxil 

555 jllllllLoj CJls JJI SjtaJI dzlS) CJI 5^ ^ „ &>b* jiuio V : dJ$Zj GP Jl 

j$2Sa b a) : jLxil 

55 Jl^xo vdJUl j^^j^ jLoj Ji ^5^-0 : GP Jl 

t&Ja ol : 4)5^ jLsJI 
&l U VI „ 6^ JIJ-JI djLoA ^bJI J Jt^ o^Aa 

!!! b 4jI 4-i : 4J3& jLxil 
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J3j*a dJJs> jl dll* ^ b! „ jLoliio y : GP Jl 

( Liver function test ) ^1^3 J^l ^ „ &>L>J ^3 : ^3^ GP Jl 
Or^o J-ojlo J l^iojgj ^jryb „ Liver function test Jl 

<LumJ 4JuO Ji^-b jLLp GP Jl dl&o 6^ JarAI 

„ J-ojlo g-o ^iXo GP (^1 

iLaU 4JL0 J^-l>3 „ gruL^ 4Jl&U jb*c£ 

dJil l^io^o (^5)^ j^l SylSjJ) „ ^ GP Jl jLo 

jiaJI „ ^41 

liver function test J-o^> 

liver enzymes Jl gitai^ 
two or three folds jjy U [&y& ^ 

„ 3) 

Liver enzymes Jl J ^JSoJ jU^ ^JLJ^ 

4jMS 3! ij&sisa Ji^l Jx- ^jV 

( 70 -65 6^ jLsil „ 40 « Normal U Jju SGOT Jl ) enzyme Jl Slio ^ 

555 V ^3 ^3£Aa „ ^UajU ^Isjl 

Normal „ eUS Ijl^ U 
normal « albumin Jl 
normal « bilirubin Jl 
normal <il5 
normal « prothrombin time Jl 

Normal Jb I^qJLa jLsJI eUb 

„ J3^JJJ j3jri 

jlll^} b : 4J3AJ 
28 ^mMI jx- Jblj CJl (jis^ 

6J$ I3JL0AU 4AJb ^*u£l 



555 jjJir>3 l-a-Js 


: 4J3AJ jLsJI 






: 4J3AJ 



jb3^*> J-QbSJ 
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<L um J j$jSjJJ J3& J I j$jSjJ\ g-o ^AXo jU^-ttJI gbb Isxb 

fatty liver ^jiif! J v^ 5 ^ 



^JisS dJil Jls j^jJI „ CcccccJ jl^3 b : J5A-db jLxil 
JuSJI Jx- j^jbi ^JO^ b! b 

MRI 

^L«J 4J jl MRIJI J-oju^ JJI radiology Jl £b go ^ii* 3^3 

„ MRI J-o*»> £Sjry* jl^l 



fatty liver 



,„ J32SJJJ jLxil 

( Biopsy ) dLo j^b ^3 „ ji*5JI Js> djo^ CJI „ li> <ja> : 4)3^ J32SJJI 

!!!! 4J ^Js : ^3^j jLsil 

&>l^ ellojg-c^ jLo „ ilSLLo 0^5^° fatty liver Jl ja> J^l : 4)3^ j3^jJI 

Lymphocyte Jb infiltration 0US3 ( Liver cells Jl J fat 4J 3) ) steatohepatitis CJI 3) 

cirrhosis y ^JJLo 

just fatty liver 3) ^i** 
Macro vesicular 3^ JJI „ £15LLo 

infiltration by lymphocyte at&o 3) 
high incidence of cirrhosis gjo^ liu 
( non alcoholic steatohepatitis ) NASH t^L> 1^3*^3 
Non alcoholic fatty liver disease ^1^3.0,^0 

555 4jI b^3-o-ttAj 

Non alcoholic steatohepatitis 



^3 Lymphocytic infiltration <j\S 131 <J>*& jLo Ul^ 

biopsyjb VI 



Jl^ id GP Jl JU* bl 
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!!!55 h?\*> J (Jjii^ non alcoholic fatty liver disease y$ NASH gib 

V : dJ^ 

!!!!!! d-J 4JLas1> „ \_*_<b* 

„ >yi ^ 

J^d cr^^f £^ " ^5^103! jj\s> JJI 
( rapid loss of body weight J&b ) gradually ^uio „ ^uio jjU JJI 

diabetes JJ control Ja*j 

jLsJI ^ J aggressive O3SU U ^ 
Vitamin E 4>jcl& 
Anti oxidant 

^0 ^5-05^ b fatty liver Jl 
portal hypertension <u-J £3-0$* <us 



Portal Hypertension 



Portal hypertension Jl J 2W>?JI /)jcl> JJI 4jI 
treatment of hematemesis Jlj etiology Jl 

„ OJlS' Zs-jwj ^S\sla L^a>ljl jjLc- (joj 

55 Portal hypertension Jl £b 55 ^ etiology Jl g^ly 

55 dJ^Jb JjU- ^jrto 
Infra hepatic, hepatic, supra hepatic 

555 infra hepatic Jl 4jI 

„ do5 ^LaiJ) U lb „ Li) btaa jaj 

555 *H>r J5SI ^3 555 portal hypertension Jl yL*J jjU jl^ 

© £lod j^sb jLo bl 

555 Portal hypertension Jl yU <bl ab 

Pre hepatic, hepatic, post hepatic 

555 Pre hepatic cause Jl 4jI 
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555 Portal hypertension Jl <Jjjsj <ol 5^ 
555 4jI ULj Portal vein Jl J pressure Jl 
jv-o 12 - 10 j-o jiSl 

555 (j^j ^3 » ^ jf^-clLaJ ^Jb 

11 j-o ^*5yi • 

20 jfiS) elo jfUalLuJI • 

„ <iojjs6 Portal hypertension Jl 
It is increase in the pressure of portal vein or one of its branches 

More than 11 mmHg 

555 \3j dJ 
„ 6J5 L>Ls2-o 

splenic vein 1^1 <us ^sjiz l^l 
( intestine Jl j-o <|L> ) superior mesenteric vein jl^jlo 

Portal vein l^io^ „ Jzsu ^ \sj&cu> 
: two branches Jl ^Jjiu Portal vein JI3 

Right • 
Left • 

Left lobes of the liver JI9 right Jl Js. jU^ 

„ Liver Jl 
Hepatic lobule „ ojS J-ob [Luj J^X\ 

55 

bile duct „ portal vein „ hepatic artery <us 

55 

55 central vein Jl <t^\ 
sinusoids I^jlu l© Hepatocyte Jl 

555 V ^9 ^5^0 

555 ^Ijl ^j^Ja ^JJI 
splenic vein JI9 superior mesenteric Jl 

Portal JJ l^ijj 
liver Jl Js. I^ick> 

„ portal vein Jl 
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sinusoids Jl Portal vein Jl j-o glL> ^ jJI 

central vein Jl ^ 
• • 

central veins Jl 
hepatic veins Jl l^io^ 
inferior vena cava Jl J ]$*2La JJI 
right ventricle JI9 right atrium Jl Js. inferior vena cava Jl j-09 

causes of portal hypertension Jl Js. ^J&tf oij>\* 

portal hypertension Jl 
Is increase in pressure of portal vein or one of its branches 

portal vein Jl J Pressure Jl jU^ 
its branches 3) 
jl^-I^ jl^-I^ dUcg JLssj 

555 Ji£i> ^>5Lo-o splenic vein Jl 

6l 

555 splenic vein Jl JJ&> JJI &>b>JI 4jI 55 ^Ijl 

© (jJbl b blx-o l^3J 

splenic vein thrombosis J u*^ j^l 
Cancer pancreas 
spleen Jl Js. tail of pancreasjl 

^b^jLJI Ij3 ^jl^o splenic vein Jl 
55 V ^5 

thrombosis Ja*j &>b* j^l^b^jLJI 
splenic vein Jl J 

» 

555 superior mesenteric Jl Jisl ^>5Lo-o 

6l 

555 <|ljl 
Portal pyemia 

superior mesenteric vein Jl J thrombosis Jasjs Portal pyemia J*a*uJ l^li*^ l^itf „ appendicitis Jl J 

555 *JS jLo 

„ jiaJI 

555 <Lu*J6 portal vein Jl Jisl ^>5Lo-o 
hypercoagulable status „ a) 
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Protein C, protein S deficiency 
very rare &>1^j 3) 
Portal vein Jl J Membrane 3) „ congenital web <us 

555 duj\3 dsr\sr 4^ 3) 

( inflammation of the umbilicus ) ^iJlio^l 
555 portal vein thrombosis J**^ 4J ^iJlio^yi 
left portal Jl J j^Lo umbilical vein Jl 

inflammation of the umbilicus ^i** 

„ *Jjb ^ JJ 

umbilical vein Jl ^jis spread jSU-o 
Portal vein Jl left portal branch JJ J-03J3 
Pre hepatic 1^1 l^JS & 
Pre hepatic causes Jl J^^ 

„ Portal area Jl J 
portal vein Jl 21£t3 &>b* 4^ jl 

„ J Portal vein Jl Ji£> &>b* 

L^jl^JLJI 

Portal vein Jl ^J)^ bilharzial granuloma Jl**j 

fibrosis y 416813 
peri-portal fibrosis I&^a-o-o 
Biliharziasis 1% 

Arsenic poisoning „ lymphoma „ Leukemia 
Portal area Jl J fibrosis Jaa> jSU-o 

sinusoids Jl J La 4J5LUI 12-3 6^-°-° 
cirrhosis Jl 



555 V ^3 sinusoid Jl cirrhosis Jl 

al 



Veno occlusive disease 55 central vein Jl J 41SLUI &j jSU-o 
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hepatic vein Jl J 41SLUI 6 of jls^ ^>5Lo-o 
Budd Chiari syndrome, tricuspid stenosis, Tricuspid regurge, right sided heart failure 

„ 4^cu4iill jll „ CIS JJI 
Pre hepatic, hepatic, post 

Pre sinusoids, sinusoids ( cirrhosis ) 

Post sinusoids b „ veno occlusive Jl j-o 

etiology of portal hypertension Jl b 

£&JI 

555 How to treat portal hypertension 
555 Portal hypertension jL^ ^1*3 ^Ijl 
: Jl )^ ta jfo 

Pre hematemesis • 
During hematemeis • 
Post hematemeis • 

„ 6jS Jos hematemesis J>$)\&j* „ varices gjo^ jL^ 

beta blocker j^L b 

cardiac output Jl Jlfo beta blocker Jl 
G.l.T. JJ & lj ^1 blood flow Jl JJiiS 

beta receptors Jl J££i& beta blocker Jl jU5 
4^5x^0 ULja alpha receptors JIS 
vasoconstriction l^Lo*** 
( vasoconstriction l^L^-o G.l.T. Jl £b blood vessels Jl ) 

portal vein Jl J ^ jJI JJLio b J5 

G.l.T. JJ & lj ^1 ? jJI cJJS 5) CJI 
Portal vein Jl J gJlt JJI ^ jJI JJ£i& 
55 if ^3 0 3h;n 

propranolol ^jib 
^1^^^ 120-40^ 
555 ^^^L© 
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555 Propranolol Jl ^ 
Band ligation 

injection sclerotherapy 3 band ligation 
jcS pAS dJ* injection Jl jl 3)3 
band ligation J-o^b 

555 ^Ijl at&o j-oUx^ „ bleeding gjo^ already jLsil JL> 
55 hematemesis gjo^ jL^ dJ ^ 4jJ Ja«i& 555 ^jl^WI J bleeding gjo^ dLLL> jLsil 

ABC l^JLo^ &>b- J3) 
Make sure that you have patent airway 
trachea JI3 larynx Jl jilS <j£j b bleeding Jl ^>5Lo-o 

55 patent airway 4^ j) sure ULja ^IjU 
endotracheal intubation Ja*x& 

Make sure that the patient is adequately breathing by monitoring the oxygen saturation 

JJs oxygen saturation Jl c*^ 3) 
ventilator 
breathing « B Jl Jo 

C Jl 

wide bore cannula « cannula 

^ bus, i^toifo „ cannula Jl h&&* CJI3 
y ^3 vein 1$*- cannula Jl jl jtffo jU^ 

investigations ^3X0^ jU^ J^oJJ • 
cross matching df^JUju jU^ ^ jJI duJ 4JUI3 • 

fresh blood dJ$zsu> ^jlo ^Jis^ 
saline jl&> oi^ts 

blood ^32^ U kts) saline ^jcui& 
555 ^3QQfl „ J«o*r£> 4^-1^- J3I 

ryle ^-*S*a 
555 ryle ^Sy 4J 

^33 ^3 <uJ bleeding is continuous Jl jl to make sure jlk 
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And assess the amount of the blood loss 
hepatic encephalopathy JuL^s*^ j\Ac> G.l.T. Jl J Jjaaj <ti\ ^jJJ j^-o^lo^ 
( hepatic encephalopathy J <iL>ji> ^>5Lo-o blood Jl U5S jLo ) 

555 4J urinary catheter dLSju* 
jLsiU 4jjib JJI fluid Jl assess jlk 
to make sure that we are giving enough fluid to the patient 

CVP ^Sy 

( central venous pressure ) CVP Jl 

volume overload jLLa^o jU^ 

JIJ-o> ^SJLuJb 

55 central line Jl J ^3 Peripheral cannula Jl J „ j^l blood Jl 0^ 
555 peripheral cannula Jl J ^3 55 central line Jl J j^l blood ^jj 
55 central line ojj&s cannula gjo^ jL^ eUL> ^xsu 

Peripheral 

55 4J 

Liverji <|jti> ^ jjj jU^ 
!!!! Liver Jl gj^j ^jjj jU* 

^3! b Peripheral cannula Jl J ^jj kJs 
central line Jl yS\ l^b diameter Jl „ ^3! b y^lSJI j'V 

W gJj central line Jl 
jujj resistance Jl U J5 „ £ui> Lumen Jl \slj U JS3 
J& transfusion rate Jl U J£s 



jL»U resuscitation J^jjbliJU 
J-Ji CJ3 J SjruS' OLoio fluids dloja^ 
central line jLo „ V^IS liu 
555 ^3^2-0 

„ 4^ljj?JI J &3JJu>l ji^jiAl la ^^5J1 
jiajJI j^iib 

„ 65 J5 LlLxc- Lo jlsj 
„ Omeprazole 3) dtolj J^l dbjj Lay^JJ J3&& 

vitamin K J^l 



peptic ulcer ^3 varices b jLsil jll 131 *Jjb jLo cJl 55 zantac o^l 4-J 
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liver cell failure Jl Oryl^ <i common 

55 W3 ajtf jLo 



Vitamin K Jl 
medical tradition a:> 

555 4J 4ajb liver J 4jji& vitamin K Jl „ %] 
Lu coagulation factors 

© V 4jI J^ jgi^Ljb vitamin K Jl 

© f\A 3 l^J Jsxio Lo Jb ^ vitamin K JI3 
^JL> Liver gjo^ JJI jLxJI J3 
It is a medical tradition 



jrdsLtl £3^ v, <lh?fo 

varices jti 3) „ jtk4,b „ jrdatm ^ 

band ligation J**x& 

( 4pLo> % J!>JL> J (^^^u^ ) c*-uJI j-o djosxi c*sLd* „ ^3)^ available 0^3 „ jr^b4>) £3^ dJ$)$2j JV^I JUi^VI 

„ Jb JUi^l 3I 

hemorrhage Jl jS source of bleeding Jl jLo b) : dJ\s ^ „ jUaJitb Jj>a j^jJI 



failed endoscopy 3) 1% 
urgently « cannot perform endoscopy 3) 
somatostatin 3) Vasopressin 3) Glypressin ^u^U^jJ Uk& 

4JLLUI j-o jLo 4^ljj?JI j-o ^^UaJb ^JISJI „ bl JJI J blao l^^Sj 

is not available « endoscopy Jl 3) ^ Uli* CJI 
failed visulalize the site of bleeding by endoscopy 3) 

55 if ^3 b ^3^0 

failed endoscopy 3) 

^jJLszj jiajJI j^ib 

band ligation clo^ 3! „ vaso pressin Cual CJI jl jbyxJ 

u&s bleeding JI3 
Jb bleeding J-^3 „ Or^L*** 
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bleeding Jb vessel b : dJ\s ^ „ j&bX\ £b 

band ligaiton 4L^I : dbJ^s 
band ligation J-©^ 



Jb bleeding y jLsil eUL>3 
recurrent bleeding from esophageal varices <us 

„ ^3) b l^ „ 3) 

injection sclerotherapy Cual 
bleeding Jl 

JJ&$a bleeding Jl vasopressin c£k 

failed endoscopy 

tube J3-0 d!>b Sangstaken 1^1 &>b* J-oj^ 
triple lumen ^ JJI 

tfLs-bj 6^)3 4^3 

Minnesota ^ JJI 

^jLc- 13^1 Lo 433JU) gijtfa, 
^Aux^ 433JIJ3 „ saline gAui* 433JL} 

Sangstaken blackmore tube Jl 
bleeding Jl uS^s jU^ varices Jl J&> hsu& 1^31 t^aJao. 

4pLo> 24 j-o jcS'l l^ccuJ 
esophageal perforation dL^cjt ^3 

4pL*> jJj^Lc-3 4&>jV) Jlsl> 3J3 

Sangstaken tube Jb j2u%a bleeding <us <uJ 

esophageal transaction anastomosis J-©j*b US' 

stapling bb^-o-u^ 

55 V ^3 b*3JJu> 

Jb 4ia^3 esophageus Jl gkB 

shunt l3iojg.u 13311 3! 
central shunt li^ surgery Jl J shunt Jl ^ 
peripheral shunt 
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Porto-caval ^ JJI 
encephalopathy y ^>u^ jLsil JJI 
Operation j^lj3 ^3 ^Lu^- J-o^j jjioi^ jLo (^irj 

Operation ^1 ^3 

surgery Jj^SLo! j^I&u* 
TIPSS 

Trans jugular intra hepatic porto systemic stent shunting 

bleeding JJ control U jl» 
beta blockers Js. J-o5L& jLsil 
^ J* 3! » Cuu, J5 frequently dl^s 

band ligation t^U*; varices Cu& 3) 

Management of hematemesis 

portal hypertension Jl 
treatment JI3 etiology Jl 



p&j*^ 3J Portal hypertension Jl %hj treatment Jl 3) etiology Jl Ul^ 



Hepatocellular Carcinoma ( Hepatoma ) 



4^-lj^JI (J d^JL^-l ^Sj[ JlOa^I „ 6^)3 4iL§3 bl&o 13^} 

555 risk factors of hepatocellular carcinoma Jl 4jI 

Cirrhosis 

555 hepatocellular carcinoma <*Ljxj cirrhosis j^l 

Haemochromatosis 
l»Ja Post hepatitis JI3 

Post hepatitis JI3 haemochromatosis Jl 
cirrhosis Jl J &>b* j^l J3^ #syi 
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555 jU5 4j»1 
Hepatitis 

„ 4jIS J Hepatitis 
hepatocellular carcinoma J**^ 

Hepatitis B and C 

55 jS\ 

B 

» 0^ 

incidence in B is higher than C Jl 
However the number of cases from C is higher than B 

„ fgXj b jaj 

B 2J\& 100 Ujo^ j&a J 
hepatocellular carcinoma <i% 

10% 
555 

C &L>50,000 j*a J 
hepatocellular carcinoma <i% ^jlo 3,000 

0.3% j^Js!^ 

( 10 % ^ JJI ) J^l hepatocellular carcinoma Jb hlaW lu^j hepatitis B Jl J lu^S 

" 

C Jl j-o hepatocellular carcinoma y JJI oVWI :>jirs „ jsSl C Jl o^b* ^jl^ jl U „ oVWI :>Jt£ 

total number \S „ B Jl 5-0 jtfl 
555 &>b- Jl^ 

„ 4JlxJI 

cirrhosis JI9 hepatitis Jl jr£ 
aflatoxin t^a-J &>b* <us jl&^I 

555 ^3! b Jb 4jJ 

Anabolic steroids 
( c^is^l ulu&J ) Contraceptive pills 

clinical picturesjl 
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555 hepatocellular carcinoma c*^b clinical pictures Jl 4jI 
completely asymptomatic \L3 hepatocellular carcinoma Jl 

jUg^oJb 4iJuaJb <JLut."S3$ 

J5^> Cx**> J5 4Usi> „ cirrhosis jL^ J5 

early detection of cancer jlk 

hepatocellular carcinoma gjo^ j) dLL& cirrhosis jL^ 3) 

refractory ascites gjo^ c*^ 3) 
not responding to treatment « refractory encephalopathy gjo^ 3! 

55 y ^3 ^3£Aa 

hepatocellular carcinoma gjo^ „ b cirrhotic Jl jLsil jl J3kU dUJ dJio 

Refractory ascites • 
Refractory encephalopathy • 

abdominal pain y Jjl&j jLsJI ^>5Lo-o 
capsule Jl invading « tumor Jl 3) 

regular 3 enlarged « Liver Jl U 
para malignant « manifestations y dLL^ jLsil ^>5Lo-o 

„ Para malignant 
polycythemia Jl 

hyper para thyroidism like material J Zskuj hypercalcemia ^jo^ 

Cushing, ACTH 

0U5 para malignant Jl j-o 
thrombophlebitis migrans JJ\ „ $«>sjtf\ 

metastasis y dLLL> jLsil ^>5Lo-o 3) 

55 £-0)3 

InvestiagtionsJI 
55 4jI JasJLA ^jls- b-^! 
1^15 « Liver enzymes 
cryphosphatase L>3**> „ alkaline phosphatase 

L> OrtJb SGOT JI3 SGPT Jl „ Gamma G.T. Jl 

bilirubin Jl 

alpha fetoprotein Jaxu* biopsy Jl JoS ^ „ biopsy jl^Ua 
( New tumor marker 5^ JJI ) Des gamma carboxy prothrombin J^tu* 
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555 Ol^ b 4j| 
Non operable 3! Operable 

» 3^ 

555 non operable 3 Operable J is JJ\ 

555 4*JUi& Operable 
cancer Jl <us JJI lobe Jl JjJjjb operable 3) : J 15 ^SULoj 

555 Non operable Jl jLsil 0^3 Operable Jl jLsil 0^ 555 Operability Jl ^ <bl 

„ li> ja> 

„ LjjJI J cancer J) J j^S <us 
distant metastasis <us J>\&uj* (0^ » 0^ L3jJI J cancer J\ 
local infiltration to surroundings <us J>&u* kli 
fit for surgery 1% jLsJI fa\$ 

555 

distant metastasis 

555 infiltration to surroundings jLcio <b) ^jls^ 
confined to one lobe 
two lobes J Jj>b 3) 5^ U 
555 4jI J-0J2J jLguA 
confined to one lobe ULj tumor Jl ^jV 

55 ^IILo 

^ 5 j-o JJI single \Lo tumor Jl ^3 
^ 3 j-o Jil ^A^li 3 o^^° f^ajt* o^t Multiple tumors U b 

555 JbJ^I 
operable liu jLxil jU^ 
One lobe J single li^ tumor Jl ^ 
jjsjjuuu) duMussr j-o Jil dAsxp- b tumor JI3 

Multiple tumors djo^ tiu 3) 
( 4j^b vSiLu 3! j-o Ji! „ Js) 3! 4j^b (jis^ ) 3 j-o Ji! ^jb^ji^ ^ 

^ 3 j-o Ji! ^jbj^l^ 

^ 2.25 3jry>yi3 „ ^ 1.5 3^133 „ 2 liJ Sji^ „ nodules ^jo^ 

2.25 ^ JJI 5jl^I3 j^l 

^-a> 3 J-0 Jil 

Operable jLsJI liu 
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operable *s jL«M jl CjjJ 
55 ^> Lobectomy 55 j$jSs b bt&o 55 ^lllllllllo 

Lobectomy jLk 
555 £15LLo 4^ „ cirrhotic a:> jLsil jl oiLfafl 

„ a! 
55 li> 4J 
„ Lobe CJL^ 3J b) j'y 
4 t ca5L& lA 0 w^' lobe Jl 
( oLLxsJl ) on table Cj$ajj* 



555 JbJI 4jJ3 „ ^Jo 

operable 4>l 4J^ &iaJL>3 cirrhotic jL*)l 5) 
transplant liver Jl J-ciJ 

555 Non operable jLsJI 3) „ ^Jo 
Chemotherapy 
chemo-embolization 1^1 &>b* d±*xz> 

55 4jI *^ 

Photocoagulation Jl djo^ 4^3 

j^JJI dJO^ 4^3 

tumor Jl J alcohol injection 3 
J3^ C*°5^ gNk cryotherapy 4^3 

„ [As* 

„ jSuuyio b! hepatocellular carcinoma Jl 
case 11 l^ g u^ „ ^3-03^5 l^ g u j b jLo 

555 V ^3 ^3^0 
bJULP 4-i 



Causes of liver enlargement 



causes of liver enlargement Jl 
causes of tender liver Jl ££0063 



555 enlarged tender liver J*sj JJI ol^WI 4jI 
congestive causes 3 Infective causes 
Malignancy JI3 congestive causes JI3 infective causes Jl 
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555 enlarged tender liver J*sj JJ\ 4jI 
malignancy Jlj congestive causes JI9 Infective causes 

55 *2 4 ^ A 



Liver Transplant 



liver transplantation Jl 

555 £Ss\ b indications Jl 4jI 
cirrhosis j2J$&lo 

cirrhosis Jl ^Jll ^sys liver cirrhosis ^Jll 

^jralaA> CH^i cirrhosis J$&> ^xsu 
Post hepatitis, haemochromatosis, Wilson disease, alcoholic 

555 V ^ ^^Is 

^ cirrhosis j*J$iiiA (^j^ 

Fulminant hepatic failure 

toxins JI9 drugs JI3 infection Jl ^ JJI 

55 V ^ ^^Is 
^ cirrhosis jLJ$ii£o 
enumeration <iLob 
cause Jl JluSo fulminant hepatic failure JI9 

Hepatocellular carcinoma 
indication Jl ^u$o 3 
but cirrhotic « operable jLsil jl : J$£> 

555 ^3^fi>o 

„ dsrW 3J 

Glycogen storage disease 
primary amyloidosis $ 

» 

„ a^ljjJ Indications Jl ,$s 
555 (ju-o JuSJl ^L^Jjb 
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Cadaveric 
„ ilSLLo 4^ cadaveric Jl 

transplant %li^tl j*>LJl j-o jro$o jsl transplant Jl J available Jl cadaveric Jl ^ 

available for liver transplant « cadaveric L>jo^ Ia^j Slio ^i** 

j^Ij 2,000 4JLuJI J Slio 
J^3 400,000 Slio cre>li^o „ ^UJl J JuS £jj c&r^** J^3 

„ li^AS 

jruSJI 5^ JJI right lobe Jl 1^1 ^1 
adult J tejjts 

( Left lobe Jl JJI ) child J 4^)3 jr^ail Lobe Jl jl^I^ 

55 V ^3 

( Cuj* j^\s ) cadaveric ^jo^ L>) ^xsj 
Liver 5^3 

child J Left lobe JI3 „ adult J 4^>jj* right lobe Jl 

Jt^l^ Liver j-o l^^lii^l jroL^ ^1 UL> 
555 Jti Js* 4^ 

split liver transplant from adults J*s6 U : I^Jls „ c&&6 UjJI 13^ U 

„ I&3& CuJ „ jjl 

4jIj4> JLp-Ij « \3j (j-oJLc- JLp- 

555 V ^3 ^5^0 

„ <^As 
dujkl) &>l*JI 4jI 

( j-o £.J,P OV^l^ta duS j\S yy C^LjuJUujJ) „ ^Js> i^su 533) jLoj jLo ) jllllllllLoj 4-3 

C^BjjI 

555 l&> 4J 

^JlSJ) J5 „ J3^N Iji^JLflj) IuJLp^ (^3^ l^-l ClOS^I 

CJlS JJI hji£)J) lUS jkuOSLo 4^-b" jZucioi 

genetic engineering ,$s oL^jruiH jl J^ ^Ul J5 ^ 

natural viruses <jLo 5a 

„ S>£s J* 

t^szde js£> J^fJI j-o ^SjJs> ^3) b l3-tA> 
tbLJu (J l^LsiJ (53333 1 » 5333 1 $jr^ 4J£*Lo 4^3 
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gJaiil ^LflJb 4£-ll* t^L^JIj (J>sJI *w45t«*JI jl iS$$$\ J^-**> „ ^LrS ^LrS (^^1 
jU^JI 4SJuaj df^LLo £Jl£-Jl> 3 1 „ d[^LLo d[^-J ^Jl! ^$1 



^5LJLp djgugLo jijlll oo^b 
J3-U VI l^o ^1&> Lo CjJLs>- j-o ^Jjjtfo, 



1^3^3333 jll OU^jAhil ,J J*o*&>) JJI J5 „ j\S jjj&crf) jlJu-o : 

4jbl ^JlsJ VI „ a) : ^b 4-33 
© jC JiaJ „ j$AStU,l j^SlSUI 
^5^lB {*b 4£>)j Jifl) 

UL> 0)3^^3 „ OL>l^- Li) (^93^0 3 1 
&3^L> JJI3 3^ gJ^ 
JoS^JI ^r3o, dill Lu-tu^- ,j3 

j-o ^4£j>3 e>$2£JU j-o 4aL5JI ^ ^JJI „ ^^3) J 4jbl l^J^uJi „ Luo3t^ Lie- 

q&j&SS j-o JLCI3 

!!! b !! 4Jb JULTI ^3 b 

> _ 

e&jliaJl Jjfcl ^U-3 4&o Jjfc) 3^Jl> jl vfJUL4) 4JLo ^JLb ^JLJ)3 <ftJLa)l J3^jJl 
4AJb J-03J j-o ^^^JLo! j-o all) JsJ : dJls ^^JLJI 4-JLc- J3-**>jJI 



jLo^SjAca 3^3 (^^3] Jx- (^Juj CuJI Jx- ^3^-341 Li> ^jLc- CJl 
Juuls JJI UI3 (jJbl 03^ J«J „ ^bjJ^ L03 
^^3] (J L^J3^ b->j ' J$&$ (^JCJ CJl i^su » ^Ij^l L03 

„ jliSUI J&> 63PJJI j^Sj ^JLa>3 all) (j^jJI jll ISI LjIj 
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d-O^La>l j-03 djLo e^jJ ^^JLJ^ „ duJs> dJS\ 4JLs) V\ 

dulSUt) Js> J5 <^(5>>3 

„ (jr^li „ J^-lj CJI 3)3 

<loa jJi&l JlqJ » ^3! b jJjfc) 4aS 
4&LJI OUsjJI j-o ^^3) LJ „ o5U 
cjl^Ldb „ dibLJ) OIrSjJ) j-o „ Dj^jxJb (5^3 LJ L>) 

j-ttJL> j-uJl3 CfcsJb » 6Jl£-Ia (^yft^- 
^3J CJLku I^ipLu j-o Dl 

Ijlp- (^13 ds-li* level Jl Lou ^jV „ I&Islo J*ol*£ <*i>5t> jLLc- ^jV <Ls>$ti\ &J1&3 

Liver transplantation Jl ^ ^ 

^SLU ^yS^J dill 

animals Jl J infection ^3)^ 4^ jV „ <&yy LJla^ 

infection Jl LJ JIzj JJI a nimals Jl jLo ^3^^ 

ObLJI 

infection ^JL^j jJuVI OruL^ (^3^ 
J^aJI ji^ lU*^ organism L^l^ Vj^S^ 
human being Jl u^lj \3j JjJxj 



OU515JI £>i& ^> LlL^oj infection Jl jl il^jj, 4JL03 L^l jl 03! 

OUI3-PJI j-o £jjJI I5AS3S „ 4jj\S 
55 V ^3 ^3^6r> „ *La§D jLo ^yb Lo 
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( c^o ) cadaveric 
( solution JuuilSL^ ) 4*-*) solution J 4^5 Liver Jl jl^L 

55 4jI J 43j£S id solution Jl 
„ donor Jl xS oj^> til 
blood supply 4J J^li^ juSJ) 6 of 
necrosis 4Laga juSJI 6 of 



555 4jI JLojiiJ 

vein JI3 artery Jl J „ o^tf 4^ Jj>joj 
vein Jl J 3 „ artery Jl J V5JIS' 

JuuilSL^ 4^1 solution 4^ artery Jl J JJI y^lSJI 
£9L>3 nutrition 4^ b solution Jl 

555 g9L> lio 4J 
JJs metabolism Jl jU^ 
555 V ^ 

artery 5-0 solution Jl Jj>jl^ 

vein Jl oi^ts 
circulated \jL>$ 
555 crypts 

metabolic rate Jl jU^ „ gSL, ULj solution Jl ^ 

solution Jl \Xy> 
6 hours « Liver Jl Js. 4asb*l ^>5Lo-o 

solution Jl IJl^ Liver Jl li& Js. ^>5Lo-o 

„ 0jru5 4i5L'jLo 4*3 

„ ^llo say (^j-lrj 

4&L> 18 ^JLo 4SL4,I 



„ 4JUJI 

J$k> cold ischemic Jl Sjti U „ 4J& 4l5LLo L>jo^ 4^ 
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Liver Jl lo J5 

ob La) ^^^u^ jlrj liver Jl oj^> L>) „ ^lio Say 

jU-^uLco „ jLsil (J 4iaj?u3 OU-Lu) Jlsj 4£jj^j Olc-L*> 

primary graft failure Ibo^o 

cold ischemic time as much as you can Jl J1& 

liver Jl CoJag- Lo <LAsJ CJL£> Lo 4pL> j-o CJ3JI Jio 

ventilator J^ Js^W^ c*^ JJI jLsil 
J^oio^l 4JiL>) 

„ ^cJs 

recipient 3 living donor 131 5) 
recipient 3 ^jo© 

55 4jI J«o*r& Vo, o^st> g-o Or^VI ^ifi^ ^3 J3VI ^jrto „ OLLojJI 4-03 1 bJL^-i 

55 J3^l £J3l 
„ recipient Jl 0^3 3) 
donor JJ ^lj c&$j oi^ns » Liver Jl 4jlo JaA& 
Jils c*^3j „ complications donor Jl J J£uL> UI3 
© liver jr^ j-o JJI recipient Jl £^3 

555 4jI J«o*r£j CJl9 
„ donor Jl 
djo^ lobe Jl jl jS\x>s liver Jl gitaj 
recipient Jl j-o 4i>LJ) liver Jl J-ciJ liJ 6*^3 

555 V ^3 crypts 

„ 4JUI &>UJI 

jLxil J 4^)3 liver Jl ji^Lb U jl 
anastomosis J-o^l ^jcl^ 
artery y Artery 
vein y vein 3 
bile duct y bile duct 3 

„ <|a anastomosis Jl l^s J-o^ JJI 3>iJI 
warm ischemic time Jl ^3^0 
( gSLJI solution Jl h^s j^Iaaa „ lib ) 
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warm ischemic time Jig 
cold ischemic time Jl jroSu 

^$1* Iaj Metabolic rate Jl 

IJlp- 4«Jju> 6 Jul ULj J\sJ> JJI £l>*JI fjVs 55 V ^3 ^3) b jLo 

555 transplanatation Jl JJI complications Jl <u) 

: complications <us IjjJI J transplant J\ 

Rejection • 

( malignancy „ infection ^ JJI ) Complications of immune suppressive therapy • 

immune suppressant J\ 
malignancy JI3 infection JJ \luj jLsJI 

c&tej complications Jl • 
Recurrence of original disease • 

,„ G&03JI 
vessels bja^ U^l 
thrombosis l^J J^j ^>5Lo-o <|:> vessels Jl 
stricture l^i Jl**j ^>5Lo-o 3) Leakage I^jlo ^>5Lo-o bile duct 4X03 bjo*^ 

stricture 3) bile leakage J^j 

© 0)3^) b ^u>Lo 

555 juSJI contraindication Jl <bl 
555 contraindications for liver transplantation Jl 4>I 
(metastatic ) cancer jLsJI 

( ^jl^ ju» hemorrhagic pancreatitis l^o-J &>b* gjo^ j^lg ^i** ) fatal disease gjo^ jLsJI 3J 

555 hemorrhagic pancreatitis o^jb 
bb b surgical 

hemorrhagic pancreatitis Jl**j jlk ^jbl b 
hemorrhage <us J^ necrotic tissue djo^ I2g ^jV 
!!! jtkl£ bl ^3 necrotic tissue J*a^> 
!!! blood vessel JJ erosion J*a^> 

!!! ^Ijl hemorrhage J^ 3^ 

„ surgical Jj>jj ^jV jU^ 
necrotic material &y debridment Ja*j 

f7"age |48 
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necrosis djo^ 3) 
4L.4tJ ^jV 

hemorrhage djo^ 5)3 
You have to explore for necrotic tissue 

And this is the only chance for survival 
1ju> 4Jb ^jl^ mortality rate Jl 

hemorrhagic pancreatitis gjo^ jLsJ ^^jlo-o 
metastatic jLsi £3^ 
sepsis jL^ „ jjul jL«) ^jjj ^^jlo-o 
severe cardio pulmonary disease gjo^ jL^ 

555 V ^3 ^5^o 

Liver transplant Jl as regard b „ io&Jl j-o tuaJL> 

^aLoJ) (5333! ^0 JI3-* ^yso b 

drugs and liver jU5 <us 



Drugs and Liver 



5555 Liver disease J*sj drugs <us Jj* 
l^Lojgj JJ1 drug Jl 4j) ^203 diseases Jl d«4 CJI 

555 l*bju>J ^1 diseases Jl <bl L^>l 
Hepatitis 
555 hepatitis Ja*j a^sl <us 
„ Alpha methyl dopa „ o\ 
chronic hepatitis CJlS INH JI3 

555 V ^3 fulminant L>ju> 
J^Li^jUIs „ Halothane Jl 

55 fatty liver 

Steroid and anabolic steroid 
55 W3 ajtfjLo 
55 judJilfraJdl) b 

555 JJI 4jI hepato-cellular carcinoma L>ju> 
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anabolic steroids 

„ SylSa b 

hepatotoxic Oils' 1^15 Anti tuberculous drugs 
hepatotoxic CJtf 1^15 anti epileptic drugs Jl 

contraceptive pills Jl 
cholestatic jaundice J*sj 

555 V ^3 ^3^0 
555 £-0)3 55 gu*>Jil^o^lj b 
Amoebic liver abscess 



Amoebic liver abscess 



(jJLrj> Saiji j£) „ 4JLbL)l ,J bJiic- (^^^j 4j) ^sija 

555 Liver Jl £ J^ls ^Ul dj\ 

© 4-3 (j*^ 4«J 

systemic diseases Jl J liver affection 1^1 4^ 
liver disease JJ systemic affection JI3 

(j-oJLsil jLLc- ^ 
555 4jI ^1*) 
555 ^Jbl b 4jI dbL^ : dJ$Zj 

duj b liver : dJ$&> 

\l£b JLssj „ (j*^3^ : ^3& 
555 4-o b jbxib : 4J3& 

bjb JLssj „ jLsil j-o dLcw „ V : ^3^ 

^ f PagelSO^^—- 

^ "^pipy cj^ " J^ " ^ Ju ^ 1 : g ^^l Jygslj » ill VI dJl V : j^jJl J^asl " Jls ^JL>3 &Js> ill Jua " jl 4^Lo JJI3 ^iojdl j-Lu> J Cu3 



INNO 

^K™* 1 GIT Dr. Shaf3y j^jVi || iJaJi ai^ti 

- b C.N.S. Jl ^>5Lo-o liver Jl 

4-o b 6l : 



55 ^Ijl : dJ$£j 

hepatic encephalopathy : <it$£> 
dementia J-o^o « prolonged liver cell damage 4^ b jU5 ^3 

parkinsonism 

du> b eye Jl : dj$3j 

555 ^Ijl I^^j eye Jl : 

Jaundice l^s : <if$£> 
( manifestations of liver cell failure Jl ojS g.o.uO b) ) 

555 Organs Jl Liver Jl ^Ijl : dJ\s ^Ji 

manifestations of liver cell failure Jl aLslq^j 

555 Liver Jl C.N.S.disease Jl Jj* : eUls 
a) hepatotoxic « anti epileptic drugs Jl 4** b : 

<l*J)j disease Jl jLo 
treatment Jl 

alii *U jl 6Ju>L& „ Jb diseases 4^ ^>5J 
hepatomegaly J**>3 peripheral neuritis J**^ 

5« Liver Jl^cardioji 
tricuspid regurge „ tricuspid stenosis „ right sided heart failure Jl : <if$£> 
( congestive cirrhosis l^io^ ) Liver Jl I^^j constrictive pericarditis JI3 

LiverJI rheumatology Jl ^bS Jj* : dJ$Zj 
hepato-splenomegaly J**^ ^j^ifl J : 4J33 

555 liver Jl ^j&j hematology Jl : 
lymphoma „ leukemia „ haemolytic anemia Jl : 

-~~( p *z'W 
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555 Liver Jl nephro Jl ^>bS Jj* : dJ$Zj 
b hepatitis J-o^o dialysis Jl : 



555 Liver Jl endocrine Jl obtf ^Ijl : 
fatty liver J-©j*> diabetes Jl : 

thyrotoxicosis Jl 

autom immune hepatitis l&t&o UL-u „ Hashimoto l^o-J &>b* <us jLo 



auto immune thyroititis Jl 
primary biliary cirrhosis l&t&o Uug 

„ Ijlp- jjUf (55^ J L u-cJ OL>l^- ^ 
G.l.T. Jl ^U- lib j^io 



G.l.T. 



G.l.T. Jl 
esophagus Jb ^jcujl& 

© „ bbto l^3J 

esophagus Jl <|JCuJl& 
a^l>?JI o-o 4U esophagus Jl 
555 iikU) jU^ 4^ljj?JI j-o ^llujb JJI 4jI ^ 
causes of dysphagia Jl c>ik^ 
( GERD ) Gastroesophageal reflux Disease Jl oiji^s 

^Jbl Jo,S 

GERD JI9 dysphagia Jl 



„ jS\j3 CJ3 djo^ 3) 
achalasia Jl ULj 



stomach Jl ojS 

Peptic ulcer Jl jjU 
treatment JI9 investigations JI9 etiology Jl 

„ ^ bbw )$jSj 

555 4jI etiology j^l „ etiology Jl 
Helicobacter pylori 
non steroidal anti inflammatory drugs JI9 
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Zolinger J$£i& „ blood group 0 „ type A personality J$2i& „ smoking J$£i& „ ajjl* CJI JJI 4» o^S jsjj 

Ellison syndrome, liver cell failure 

Helicobacter pylori Jlj Non steroidal Jl 

„ JliH JIJ-JI 
555 4j) Ja*i& „ investigations Jl 

Endoscopy 
555 jU5 dj\ 3 

^xsu du^Juja j& &y l£2xj 5) „ ya) 213 Id „ £ts\ b Id Barium Jl 
gastric CJU 4 quadrant biopsy « biopsy jl^Ua 

555 investigations 11 Jls 4jI 
gastrin level Jl 
Zolinger Ellison syndrome Jl J dlU 5J 

Helicobacter pylori Jl 

555 (^Ijl l^oi^tuA 
ulcer j-o Biopsy 
55 Ulcer iLob jLo ^ j2?>l „ 
4s?\s> J$& jjU jl^ !!! ^is^ stomach Jl j-o biopsy j^b 

Stool analysis 

555 blOOd test &>b* <US 555 StOOl Jl J ^Xsu 4jI jLaaA 

^ jJI J Helicobacter pylori Jl against « antibodies Jl 

J^d c^^l J Jiii^ antibodies Jl jl 
Even after the treatment for 12 - 18 months 

Helicobacter pylori j^jum jLsJI 5) 

18 - 12 <ioa J 5^5^ antibodies Jl Jiii^ 

Which means 

^^Ja infection gjo^ jl ^jls^ y jL^ ^ J antibodies s$*s 

555 V ^3 ^5^0 

Helicobacter pylori Jl jl£ antibodies Cu& 

55 Infection j^ikij la 

y 
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555 dJ 

18 - 12 y e^iiio Organism Jl U j& j*&l> antibodies Jl 

„ lib JliM JIJuJI 
555 active infection ^Ijl 1 Jlo^l 
stool Jl J antigen d&\ active infection Jl 

stool Jl J Organism Jl £b antigen Jl 

Ulcer Jl j-o ju>b dsj 3! 

ulcer <us 5J 
microscopic examination J-0^9 
culture I^JLqju 

urea splitting test t^l &>b- J**^ 
555 

urea <us J^l c$sj\£> 1^1 

( ZsLua ) indicator l&t&o urea JI9 

55 V ^5 ^5^0 

i^J^N J l^k^-l^ 6 1>I JJI biopsy Jl j-o 4JU£ di^S 

urea Jl ju*5L& organism <us 3) 
4a*^JI j^J jr^^ urea Jl j*S 3)3 

Urea splitting test <u*J b 

carbon 14 urea breathing test J 13 <us 

treatment Jl 

juj medical treatment Jl ^jlo jjU L>) 
H2 blockers JJI 
Proton pump inhibitors 3 
cytoprotective agents JI3 

555 cytoprotective agents Jl o^jb 
( Culs9>«>L> 5^ JJI ) sucralfate JI3 Prostaglandin Jl 
medical treatment Jl b 555 V ^3 dj^ 

555 6jr^ 

stomach Jl J Peptic ulcer Jl U3S U jls« 
acute cholecystitis Jl oiji^ » g a " bladder Jl J 
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acute cholecystitis Jl ^jl© jjU 
4jbl *U jl ^sS^d t$J$i& L>) „ sclerosing cholangitis oiji^s 

Sclerosing Cholangitis 

Sclerosing cholangitis Jl 
£3-0941 <JJ\j disease Jl djjb 131 

Sclerosing cholangitis 
Primary sclerosing cholangitis 3) 

555 4jI ^xsu primary loJS 
55<^1)1U„ unknown cause ^i** 

„ Sclerosing 
fibrosis 

„ Cholangitis 
Inflammation of bile duct 

dls^jsj* jLo disease SjLp disease Jl JIL^uJLs 
4%i> bile ductjl J fibrosis J^ 
stagnation of bile l^L** Jbtfbi 
Infection J-o^ stagnation of bile JI9 
cholangitis J-ass 
disease Jl j-o b 555 £^15 

Jl J&> ^J5o3 lib \^\s6 

Etiology 

unknown cause o$ disease Jl 
autoimmune 1^$^ „ tfJ 
555 auto immune 431 Js. JJjJI <bl 
ANCA Jl l£4»J antibodies J^a cryLsil l$fiJ ^31 

555 l^Ji& l^jO L tt * 

anti neutrophilic cytoplasmic antibodies ^ JJI 
( IaU^A U^l JJI ) vasculitis Jl ^ ^ JJI 

High incidicene of inflammatory bowel disease ^jo^ \Luj Js* cryLsil jl 

autoimmune « disease Jl jl J$&o I j£ 

clinical picturesjl 
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555 4jb JjuL> jLsJI 
asymptomatic 

55 » jaundice 3 55 ^> fever J cholangitis y dLL^ jL^ ^>5Lo-o 

Charcot triad l&^a-o-o ^ JJI rigors ^jo*^ 
associated manifestations of inflammatory bowel disease l&t&o li^i 

Investigations 
555 investigations Jl 4jI I^jSoaj 
stricture Jl jU^ PTC 3 „ ERCP J**^ „ ANCA J,**ha 

MRCP 

555 dssss) 

treatmentjl 

immune suppressant therapy $ corticosteroids Jl 
stent hsxj$ dilatation J-o^ « marked stenosis <us 

primary sclerosing cholangitis Jl 
acute cholecystitis JI9 c&U b) 

„ ^b^&JI 

4^ljWI ^> acute pancreatitis Jl 
W W W W ^0 kkb Jlj^ acute pancreatitis Jl 
55 o»kJ^\ 0-° l^JL> 55 ^IIIIIIIILo 

„ intestine Jl J^ 
dysentery Jb <|JCuj* „ t& ^^ISJI l^J JJI ,$s 
dysentery Jb <|JCuj* 

Dysentery 

„ b joj 

( bjlku^a ) dysentery J$£> jU^ 
OLi*oljjo 6 Ju£- ULj jLsil ^jV 
555 dysentery gjo^ jLsJI J^l jU^ „ & oli-ol^l ^ 4jI 

: jVl fi)Ju^ UL> ^jV 

diarrhea gjo^ liu ^jV • 
abdominal colic $ • 
tenesmus $ • 
blood 3 • 
mucous s • 

stool Jl J 
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Dysentery gjo^ jLsJI jl J$ju jU^ 
mucous „ blood „ tenesmus „ colics „ diarrhea gjo^ Ho ^jV ,„ oli-o gjo^ >^ ^jV 

stool Jl J 

555 dysentery Ja*j JJI oL>L>JI 4jI 
555 causes of dysentery Jl 4jI 

„ ^1 ^ b joj 

dysentery Jl Js. ^J5o^ 

stool Jl J mucous 3 blood ojj&s colics gjo^s diarrhea gjo^ liu ^jV dysentery gjo^ l£u jLsJI jU^ U5S 

555 dysentery Ja*j JJI oL>L>JI 4jI 
Amoebic dysentery • 
Bacillary dysentery • 
Bilharizial • 
Malaria • 
Infective oL>b* g>J\ J^a 

infective J*\Luu* dysentery ^>5Lo-o 
555 V ^3 dysentery Jaa> inflammatory bowel disease 

555 jU5 4j|3 

cancer colon 5j5^UI ot^bJI 

Arsenic poisoning JI9 

555 

„ ^JLo SJl^-Ij Jjb ^JCuJLfc 

Amoebic dysentery : cJls ^ioLooj <yb Ji\ 
555 1^1 Organism Jl 
Entamoeba Histolytica 

555 mode of transmission Jl 
Feco-oral 

555 Predisposing factors Jl 
Loss of food hygiene 

: i$>j$*> J Amoeba Jl J^a Ory^l 

vegetative form Ul b • 
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cyst Lol b • 

„ ^JISJI 

vegetative G.l.T. Jl J ^3 Amoeba Jl 
environment Jl \^Ju jU^ cyst y \^Ju h$*z> stool Jl J Jy3 U 

cyst Jl 3^ infection J*** JJ) 
vegetative Jl <jLo 

vegetative of amoeba Jl cJS\ 3J CJI 
b*^ Sdatl £b HCLJI 
3jlr4I ^ HCL Jl resist jU^ cyst &J3-0 J liu ^jV 

555 V ^3 ^5^0 

55 6Jls^ ^1 
555 pathology Jl 
colon JJ dja&> U amoeba Jl £b organism Jl 

Proliferate 

toxins a toglLioo amoeba Jl 
toxins amoeba Jl 

555 4J jL^wui damage Jli 
is proliferating « amoeba Jl 

toxins a toglLioo 

damaged 1^33 JJI Mucosa Jl 

Ulcer emioU^ 
555 4J 

Proliferating amoeba Jl {#> ^ compeitition lUwuj 

Normal cells JI3 
For nutrition 

Normal Jl b^WI ^ Proliferating amoeba Jl 

For nutrition 
overlying mucosa JJ necrosis J^*J 

„ ^3) b toxins jkUku* 1^a> amoeba Jl 

^3! b (5333! 4.0^.0 da^lsA) 

proliferating amoeba Jl 133s JJI mucosa Jl just ^ptem* Jb)\*j 
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damage l^J JJI ^ 
healthy « mucosa in between JI3 
healthy li*^ Mucosa Jl 

555 ^IIIIIIILo 

„ ^VSJI life ^ ULb 
555 clinical pictures Jl 
clinical pictures Jl 
acute amoebiasis bjo^ 
chronic amoebiasis 3 

acute amoebiasis Jl 
acute dysentery 3) acute diarrhea y dLL^ jLsil 

acute amoebiasis Jl 
acute diarrhea y dLL^ jLsil U b 
acute dysentery U b 

555 4jI J „ acute dysentery Jl 

„ Diarrhea 

ZLuxJ] diarrhea Jl Diarrhea 

Olj-o jZS> j-o Ji! (jJLszj 

dehydration ^jo^ o^^-° 

^Lo abdominal colics y 13^ 
tenesmus ^jo^ 
stool Jl J mucous 3 blood ^jo^ 
acute amoebiasis Jl b 

chronic amoebiasis JJ l& 
Present by y acute Jl jtf 151 
acute dysentery y ^ Ul b „ acute diarrhea y Ul b 

55 ao* jLo 

chronic Jl 

chronic dysentery 3) „ chronic diarrhea udLxji 
Flatulence, constipation, pain 

555 4jI Flatulence 
( abdominal distention 3 ^US^I^ flatus ) olj£ 
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( dUuol ) Constipation 

amoeba Jl J constipation Jl 
chronic amoebiasis Jl J 

constipation is 20 times more common than diarrhea Jl 
20 times more common than diarrhea « chronic amoebiasis Jl J constipation Jl 

flatulencejl j£ 
abdominal pain <us 

6sss\ jcS oL>b* J ^a^o amoebiasis Jl „ ^3) b pain Jl 

^jLs^ ^abJI b „ ^0 J ^3) b amoeba bja^ 
© Until proved otherwise « amoebiasis CJJ 

stool analysis Jb a^oUoJl ^jo* JJI jl^i jULJI 
I^JLj j-o Cojvi UL> amoeba djo^ 
amoebiasis bjo^ LU jbtfLi 

abdomen Jl J pain LUri* „ je* J bja^ amoebiasis Jl 

abdominal pain j-o JaAb LU 
(jjisj amoeba l^s <Lo Lo <L£j^J) 5-0 l&^Ab ^! J-M *y>f 

© Straus J-yjJI C^Uj : dJ^iL) jLo 

amoeba Jl 4*«J 

anyway Is 

abdominal pain liUga* „ bja^ JJI amoebiasis Jl 
right iliac fossa Jl J Pain 
appendix Jl pain Jl ULj „ caecum Jl jo^ 

colon Jl J right hepatic flexure Jl J Pain 
cholecystitis Jl 

transverse colon Jl Cjj<> 3) 
peptic ulcer Jl ^ \JL t A 

diverticulitis Jl £b ^ pain \JL t A sigmoid Jl c*j^ 3J 
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55 ^3 ojS jLo 
55 Left appendix Jl ^ diverticulitis Jl 

jrywwU^o-Jub b 55 £-0)3 

555 V ^3 Sjrof diseases ^ UkJio ^>5Lo-o amoebiasis Jl £b Pain Jls 

„ al 

8jrc5 Diseases 

W jrof differential diagnosis J Jus^j Jb)\*j 

555 g-^i 

555 4jI Jjxs^ Is^Soaj Investigations 

„ 

stool analysis Jasu* 
Mucous Jl ^^3 blood Jl ^^3 vegetative form Jl 

555 6jr^ 

Serology 

amoeba JJ antibodies J3J1& 

55 CBC Jl 
Esinophilia 
Infection J^ 3) 

ulcers „ jlk^ 

healthy mucosa I^jlo Jatfb 

555 amoebiasis Jl t^U** ^>5Lo-o JJ) complications Jl 4jI 
555 4jI J-ojrj ^>5Lo-o intestinal amoebiasis Jl 
Liver JJ J-03J Portal vein Jl 6^-°-° 
amoebic liver abscess J**j 

„ <u*a> colon Jl J ^>5Lo-o 
hemorrhage 3 perforation dlU&> 
rare b jl 3J3 
555 ^3 ^ fl A 

555 amoebiasis Jl gJlxj jjU ^jlo jl^ 
prevention Jf^l 

555 j|ljl l^sii 

Food hygiene 
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cyst passes Jl g)ts? 
o^ijiA! screening stool analysis l^tf community Jl J 

specific treatment Jl 
dysentery gjo^ jLsJI 
555 V ^3 anti spasmodic 40) 

„ *1 

555 V ^3 anti diarrheal agent 40)3 

„ at 

Symptomatic treatment 

specific gfbl 6*^ ^3 
anti amoebic drugs ^jui specific Jl 

555 ojS jLo 



„ anti amoebic drugs Jl 

Luminal amoebicidal <lq*J £33 • 
juj colon Jl £b Lumen Jl J JJI amoeba Jl Jia-o 
wall Jl J JJI jLo „ Lumen Jl J JJI 

„ jLxJI ^Jtszj jLLc- jLo 4j JJL> L£ 1^3 

community Jl ^tab 15 
Lumen Jl J JJ1 amoeba Jl CJba 3) L>) U 
spread of infection ^ ^0-^ 
555 V ^3 

( Diloxamide ) Furamide <u-J jl* b PI3JJI ^>5J 

tissue amoebicidal Jsiiuo „ Jti <us • 
Liver Jl J JJI3 colon Jl wall Jl J Sd^^o JJI amoeba Jl O3-0-0 ^i** 

tissue amoebicidal 1^1 

Jl> J3-IS3J Juifc jrCLool <:l3^ ^Jbj^Ju) 

severe vomiting J**^ <j\S jU^ 

» i>3J$k U 

dehydration Jl ^ vomiting l&* J-o^o la 

^jrCLc^l 4-o-o>l jll J3VI (j^szj 
qCLc^l 3jJuA (jUil 
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„ lib dJlill 
^ « 

Metronidazole luminal and tissue amoebicidal Ijo-u 

555 4J I5JI9 JJ1 J$aij „ ^Jd 
jU-o> 3 j-o 4j> JlJ-a) 4-3 jV 

© anti amoebic drugs >>oL>j:> j&sj 
(jis^ ^5^3 metronidazole 4Ls$o& <jLo 

Anti amoebic drugs 
cs^i metronidazole Jl ^^jSjuh jLo 
djo^ JJI anti amoebic drugs Jl ^uSa& 

Bacillary dysentery Jl Js. Jj>jl> 

„ ^3 1 b bl&o l^i) 

inflammatory bowel disease JI9 Bacillary Jl jLaii 

555 organism Jl 

g3lo j^jJlJLslo jUaiil iblsJ Luoa) ^JuMjJb „ I^^JSjG I^JLssil^ 

^SLojj^uJI jLLp 
© 4-o jiaSl ^3jl j^lc- lA 0 » ^ ^^iJ^ &\ 

genetics „ 4-ojj &lSo* ilSbJI 

£>j3*l iblsJ J-Ojli „ du3 ^JjyQjJ d&zbb otusJ) „ dJLo) JJI 

OVS^I J5L j*i>5^o JJ5JI 

„ c Mi Pure b! J^>J 

Op-^S ^Jtf „ ^2l5b J53 ^Jjfi lt 0 ^' J^9 J^l 

„ o^Vs Pure 

jj ,ja>5^aa J51 j|l jSuajteuA b) „ j*ij5&o 
J5I (J Lw Jib jjlsj V „ ji^-ojC^-o bl 
jLxl^-o bl jj jLta^Lo 
J5l jLo la jo-^Lflil Jl1£- jj jLta^Lo V (J*^JI 

JJ f 
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6J5 IfrQudl 4^-1^ j^ul&O jj g-o 

33^-3-0 UL> ^jV jjVI 
jjl 4JS ^Cu^AI Lo 

^u^o Or^LoLc- &>£S J-c- ^jrp-^Lail 
jLa^3 jj 4Uj> 4a^uj ^jV 

„ ^5axS3 ,J 6^3 <US 

1^13 3J0 13) 

© &LSLJI3 ^iJb ^U^JI J5L 

4kjjkLut\ bl JJI b 
J3^ Lo 4AII3 

4J U$LaJ l3 d£$JuJ\j J5l5 jL*c£ l^Mh*> g-o JuS^l 
*6jru5 4JjIp g-o BJlc-Ib CulS ^^SLsJb „ jflJlp- „ I^mItV g-o jLo V 

„ l^Mh*> g-0 6Ji£ls 3) (^^15^5 

63 ^JISUI j-o J5lb L^-l jl ,5j5aij 
„ ^a&Jba. 

Iflfllhfo 4JU^-uJ)3 45^Jb (^bl CJ5 (jTnh^ 3) bl 

JI55JI J-oil Lo ^-JasJl 4jbl3 
!!! 63 iwJi)) 4jI 

!!! du^J\ 3 

dUL>j3 dJub t^Jtfb ^jV „ 3^3! b OL>b- <US 
dJL>jj J5b dbl „ 1^151 4sio ^3 ^ 
^U^JI^ dLcrtJl i^j 

„ dJb^ jib 

^*kfl JJLio b djJul ^J&CLmj Ul 

„ dJtl Cutis' 
,„ ^b bb^o Ijjtfaj 
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„ Bacillary dysentery Jl 
4jbl *U jl jjBd ^ „ inflammatory bowel disease JI3 

Bacillary Jl 
555 <L^\ organism Jl 
Shigella 

bacteria ^ Shigella Jl 

: ^^l l^JLo duS 

(dysentery J**^ Ji) ) Shigella dysenteriae <us • 
( flexion of the colon Jl u>/£& ) Shigella flexneri <us • 

Shigella boydii <us • 
^LJ^ ( © ^suJi jLo ) Shigella sonnei <us • 

555 Mode of transmission Jl 
Feco-oral 

organism Jl Jib „ tflSJI ybjJI ^ 

„ J5kt 4^ 

organism Jb J5^l J5I3 CJI 

toxins glLo intestine Jl J-o^ Organism Jl 
amoeba Jl dihi^o 

toxins gJLLo Organism Jl 
Mucosa Jl j-o £933) 5jru5 4^L4> damage JasxJ 

555 ^3^Lo 

amoebic Jl bacillary dysentery Jl J <Jl)u6cl> clinical pictures Jl 4Jb UL> 

bacillary dysentery Jl J 
^Jl J 3j-o 15 « diarrhea Jl 
Which means 
dehydration J j^psj jLxil jl 

Abdominal colics 
Tenesmus 
Blood 
Mucous 
And pus in the stool 

neutrophils 1$JL?uj* [Lj „ bjroSu 555 Pus <us 4J 
—"^f PagelGS^^—- 
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dead neutrophils yi 5^ U Pus JI3 
Pus 

amoeba Jl J Ujlo 

^Jl J 3j-o 15 J)$s* diarrhea Jl 
dehydration J Jj>ju jLsJI ^>5Lo-o 

V amoeba Jl 

bacillary desentery Jl J 

toxemia 3 fever <us 

toxis <us jL^Lo 

investigations Jl 
Stool analysis 
555 stool analysis Jl J <bl ^^Lt* 
Excess WBCs and RBCs 

culture and sensitivity J*g& 
Faecal culture demonstrates the organism 

j^I^Uslo amoeba Jl J 

RBCs 3 WBCs <us \±a> 3 
RBCs c^iJ amoeba Jl J 
555 

„ CBC Jl 
leucocytosis 
esinophilia Cu3J amoeba Jl 

pseudo membrane jUaJitb 
bleeding surface 4*2*3 41U 5) 

healthy mucosa ^03 „ Ulcers tuaJ dbj* 
fTage I 66 
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antibodies Jl „ serology Jl 

antibodies Jl Js. ly^a 

555 £j>\ 3 55 pallia 

555 complications Jl 
blood stream Jl Jl^ Bacillary dysentery Jl jl 

bacteremia dl**j 
urinary tract infection dl^u 

» 

55 treatment Jl 
anti diarrhea 

as jLsil J anti diarrhea ^jj bb 1»lo ^^jlo-o 

prevention Jb J^a C&LsJ] 
food hygiene JJI 

anti spasmodic <|Jli& 

anti diarrheal gjjj* ju* 
toxins JJ maintain Ja*i& « anti diarrheal agent CjsI 5] jil 

l^JLo jaJLp-l jA& UI3 

bacillary dysentery JI9 amoebic Jl to dUI W ^0 „ gj5 jU^ 

I jj> ^0 

treatment Jl 
siprofloxacin « antibiotic te^jb 

5555 

baillary dysentery JI9 amoebic Jl 

Bilharzial dysentery Jl 
Z*>)y*}] ^> /Ijoj inflammatory bowel disease Jl Sj£S ^ ^SJ^I ^>5Lo-o L>) 

4^-ljj>JI ,J a^Jt^-l l^l jLo „ (5333! J^-o> 

„ LJLc to 

—-~"( PagelSy^^—- 
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Bilharzial dysentery Jl ^hitt 
Js. story t^l jAz Bilharziasis Jl 

Bilharziasis of the liver Jl 
l^a.^ story 1&ju>Ll& 

555 \a$j$jImuJuJ} j-o dus 

Haematobium • 
Mansoni • 
Japonicum • 

555 L^jt^JLJI life cycle Jl 4jI 
La>jl^JL> 6Jo^ jL^ (iJui^ La>jl^JLJI Life cycle Jl 
stool Jl J 3! urine Jl J ova Jl Jjju& 

^jJu^ljrco dsr[&- l^JLo ^oi-ftJ 4^LcJl 

555 ^ ^^^Ift' 0 
( 4s95^l ) &3jJbJI J 

jujl^ j^\s %)z> skin JJ penetration J^d bjl^uJI 
skin JJ penetration Jl^uj U jls^ 

^JilJ CJL03 bjl5^*JI 

blood stream Jl J-03J U jls^ bjlS^Jl i^tS ^b <us 
Liver JJ 13^3^ whatever 3! Mansoni 3! Haematobium Ul^ „ liver JJ 13^3^ : dJ\s 

adult worm Jl 

L^uJ 6^)3 J5 ^jJJ l^sltaj 6Jtl J^t>3 
55 V ^3 ^^Is 

„ ^jJJ CJL03 bjlS^uJI i^so 

Japanocium Jl 3) Mansoni Jl 3) haematobium Jl ^ 

Liver JJ 13^3^ 
adult worm Jl ^3^ Liver Jl J3 
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Liver Jl l^uj oi^s 
bb Jl^-I^ J5o, 
colon Jl Mansoni Jl 
urinary bladder Jl ^jt Haematobium JI3 

„ V : dLLJls ^b 4^3 
JsVI j-o £S>^ bjlSfjuJ) 

„ ^jJI jLguA Lo J3I bjlS^uJI (jis^ 

colon JJ ^jUb Mansoni Jl c*^b bjl^uJI 
Urinary bladder JJ ^jt* Haematobium JI3 

555 blao 

J/VI l^b final organ JJ ^>SLo-o bjlS^JI 
l^bb Organ JJ oi^HS adult worm ^Lo „ Liver Jl ^ ^jl&> „ V : dLbJls ^b 4^3 

ju5 bbto jAjjq 

•** cr4> £S>& Haematobium Jl 
Urinary bladder JJ 

555 Mansoni JI3 
colon JJ 

gUSVI I3.fl.flij jLLc- ^05^ J I^^L) 

La>jl^JLJI ,J 4p-Ijj>JI J ^JL^ JI3-* 4^9 

Bilharziasis of the urter ^JL^ 
Bilharziasis of the urinary bladder 3 
Bilharziasis of the prostate 

„ £3-0341 fo-o^ij jLLp bls-o l3^5ji 

colon JJ J-03J Lo J3I L^jl^JLJI 
adult worm Jl J$sxzv* 
down eggs lfe3&5 

esinophils , lymphocytes and macrophages y 495*35 
bilharzial granuloma t^l hA*> J**> 

Bilharzial granuloma Jl 
polyp Jl gap 
55 ^3! b bb^o 

b*^> colon Jl „ ^a Polyp Jl 
555 lib 4jI J^uA 
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Peristalsis Jl 

Peristalsis Jl 

diarrhea dl^u b 

4s?\s> j^^dlo colon JI9 Peristalsis Jl ^sk oUU^ 
tenesmus gjo^ ULj jLxJIs 

555 jj Jlsl>3 

polyp Jl j$s6 & peristalsis Jl ^>5Lo-o 
bleeding Ju^s 

diarrhea „ tenesmus „ polyps „ Mucous „ bleeding <|ja^ IaJ 

dysentery la 

„ ajsmi 

urinary bladder JJ 3) Ova Jl ^>5Lo-o jl 
Haematobium Jl ^ JJI 
Polyp J-o^3 bilharzial granuloma Ja*i& 

b urinary bladder Jl 

55 

4-uaij3 contract J^I^ua „ ^^j^ ^jusd I&j^ 

frequency dlU*> la 
jrc5 contraction Ja*i& urinary bladder Jl 
jjuf ^U^JI j^psj jL^JI 

Urine l^J urinary bladder Jl <j£j U jr£ ^> contraction Ja*j urinary bladder Jl j^SU^ 

Strangury 1^1 
555 colon Jl J 4j1 I^LUj 
Tenesmus 

diarrhea « colon Jl J <^ 
frequency « urinary bladder Jl J La 

tenesmus « colon Jl J 
strangury « urinary bladderjl J 
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dysentery CJU^ „ G.l.T. Jl J bleeding <us « colon Jl J 
hematuria cJ-o^ La « urinary bladder Jl 

rectum Jl y>tf3 stool Jl J Jjja ^>5Lo-o „ Ova Jl 
rectum Jl J polyps J-0^3 
555 V ^3 ^1 b blao 
bleeding per rectum J*^ 
fresh bleeding per rectum J*sj JJ\ yL«&l j-o-o j-o ^3 

55 V ^3 rectum Jl J bilharzial polyps Jl 

55 hytis b 

c*s93 ova Jl 
urethera Jl Jl*^ 
Urethera Jl J stricture dJUaab 

prostate JJ Jja$> 
Bilharzial prostatitis dl**3 

epididymis Jl J-03J3 
bilharziasis Jl J beaded epididymis Jl \$>j± j& 

ureter Jl ^>5Lo-o 
hydro-ureter hydro-nephrosis dLUgia Ureter Jl 3J 

„ l& jre>yi JUl^VI 4jI 
^jJb JiJcJ OVa Jl jl „ b>£ blao l^^ 

poral vein JJ colon Jl £b ^ jJI 
555 J-033 ova Jl Portal vein Jl j-oi 

Liver Jl 
555 Liver Jl J 4jJ J**> 
L^i „ Portal area Jl 
Hepatic artery, portal vein, bile duct 

55 V ^3 Portal vein Jl ^ h\s? ova Jl 
granuloma dl**j 
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fibrosis J*&& 
Portal veins Jl c^hj branches Jl dJJ&s 
portal hypertension eiUaos 

Periportal fibrosis Jl 
portal hypertension dJUjuj 

cirrhosis j&Lo^ua 

555 cirrhosis j&Lo^ua 4J 
double blood supply 4J Liver Jl jU^ 
Portal vein Jl cJis L>) jC 131 

d\sdb hepatic artery Jl 
b^LkU supply J**x& 

degeneration, regeneration j*L**uja ^xsu 
55 IIIIIIILb 55 *>L> fjbli 

: dJ$2>) gJuaS (^15^ 

555 4jI blojgifr Liver Jl Jl^ U Ova Jl 
Peri portal fibrosis 
Portal hypertension LlUr^ 
55 blao 

Haemtobium Jl J 
internal iliac veins Jl J ^ jJI 
right atrium Jl Ova Jl <us £3>& 
right ventricle JJ right atrium Jl c^s 
Pulmonary artery JJ right ventricle Jl 

pulmonary artery Jl c^s 

lung Jl J 4l*lj 

bilharzial cor pulmonale eiUsd 

555 bilharzial cor pulmonale dJUjuj JJI 0^ 

Haematobium Jl 

555 giJJ Mansoni Jl 
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Portal hypertension 3) 
55 y ^3 collateral 

„ 6! 

Inferior vena cava JJ J-03J collaterals Jl Ova ^>5Lo-o 

right atrium Jl J* 
right ventricle Jl Js. 
bilharzial cor pulmonale dl**3 

„ l^io^ j5Lo-o OjUSVI 

555 bilharzial cor pulmonale J*sj JJ\ J^VI 

Haematobium 

6*^ intestinal bilharziasis Jl ^ ^JSoJ 
55 Organism Jl 
Mansoni \js$j$z**Jb 
55 ^3! b blao 

555 Mode of transmission Jl 
Penetration of the skin 
bjB>Jb 

555 Predisposing factors Jl 
Contact with contaminated water 

„ clinical pictures Jl 
555 <bb J&SuA jLsil 

stool Jl J mucous „ blood „ colics „ diarrhea gjo^ \Lua 

„ 4.ugir*3 3J3 

right iliac fossa Jl J mass ^SLo-o 

right iliac fossa Jl J masses Jl \$>j± l^l jLo 
appendicular mass 3 „ bilharzial granuloma 3„amoeboma <us jl! 
cancer caecum (^SLljSutf) © ^£ cancer 3,, mesenteric lymphadenitis 3 

Anyway 
© mass 

„ < r *Js 

portal hypertension dlU*> Liver JJ J-03J ^>5Lo-o ova Jl 

(jis^ complication 11 
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555 investigations Jl jjU ^jlo jl^ 
Stool analysis 
ova Jl (Jfcl* 

esinophilia „ blood Jl 
serology J-o^ 
circum oval precipitation test 1^1 &>b* 
antibodies Jl detect jlk 

Polyps ijin* jlk^ 

biopsy I^jlo jti-l 

Anti spasmodic 
Anti diarrheal 
praziquntel ^alg 

bilharziasis of the liver Jl ^ l^jal 

© dill c\J*> jl [j*us$ l&JL^-bjb j3-l ,5^3 

„ b & 
Bilharziasis of the liver 

dill jl 3 (J 6Jt£-tL& 

555 Organism Jl 
Mansoni 

555 Mode of transmission Jl 
Portal blood Jl 
Liver JJ Jl^ intestine Jl glL> 

alllb jufl 

555 Peri portal 4JLo9ua jLsil 555 *j£ 

Fibrosis 
portal hypertension 

„ JIM 

555 4jI Jutaj* Portal hypertension 
555 y splenomegaly y elL^ jLsil 

Pain J-o^3 pancytopenia Jaa> ^>5Lo-o splenomegaly Jl 
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congestion «G.I.T. y dLL^ 
dyspepsia $ malabsoprtion J*sj 

• • 

collaterals 
Caput medosa Jl*sj 

bleeding varices J*sj 
bleeding per rectum $ 

ascites Ja*j Portal hypertension Jl 

555 ascites J*sj Portal hypertension Jl gib Jj* 

Hypo albuminemia l&t&o 1% ^jV 

„ JIM 

555 hypo albuminemia b jLWI 

a! 

555 dJ 

G. IT. Jl J congestion aja^O^,,^) 
malabsoprtion las 
dyspepsia <iU*>3 

portal hypertension ^jo^ JJI cryLaN „ tjlS 
( ) poverty o^L^ Js* 
!!!55 }UUI J 4p>U ^ J-ob „ Jjaj ta 4p>M JjJLo JJI 

555 JjJLo3 a*jdl ^Lfl)l 3! 

poverty £b <us jlSU 
Malnutrition 

555 cirrhosis ^jo^ Jj* 

on top hepatitis ^>5Lo-o „ ^>5J 
Mixed pathology 1^3^03 

cirrhosis gjo^ Bilharzasis jL^ JL> 3) ^i** 
Hepatitis on top of Bilharziasis gjo^ 1% 
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„ \3j JIJuJI 
555 investigations Jl <ul 
intestinal Jl c^b investigations Jl 

Liver biopsy 3 jL>^ l^cU JLuaab 
6Jil j-o jtfl jLo shrunken liver j\j$*J\ J 

555 £&JJ 

portal hypertension Jl gJls^ „ l^l la Praziquantel ^jl^ lo^cucc^l 

liver cell failure Jl Mixed pathology ^ 3)3 

G.l.T. Jl ds^-lj^o (J ^sdLtJI jlo^jo j^iJjlU S ^1^41 5-0 (jlill cj^JI g>>& jjo cl^VI 

Ij^ls d£Jb 42 3 Sjl^IjJI 4pLJI ^3)^ 
2013 18 ^IjJtl cr^Vl ^ 

4Pji4l j-o Jl>j4 

iwiaJI £l$4l d&SLO 

(j/dr.tafreegh 

www.facebook.com/dr.tafreegh 

03 j^- 3I d&Jba) gjlj ^jiXo p^si ^5 1 dL^P IS) 
iuiaJI 

4jbl jSb jrdSUI ^Vl ^> dU 4jbUU 0)3 

dULO 3I ^L*U^ 3I do**J ^sMli-b jijj-o (J ux«4i J3S03 

^jjSJI d^jJ LaJL> LUp J»f I ^JLfl 
© L2j aMu> 
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